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PEEFACE. 


Dr.  Wilsox  Fox  left,  at  liis  death,  the  manuscript  and  other  materials  for  two  Avorks, 
AvFich  had  occupied  him  during  many  years.  The  works  are  a ‘ Treatise  on  Diseases  of 
the  Lungs  ’ and  an  ‘ Atlas  of  tlie  Pathological  Anatomy  of  the  Lungs.’  It  Avas  the 
Author’s  intention  that  the  two  should  be  published  together.  Unfortunately  tlie 
manuscript,  although  complete  in  extent,  had  not  received  the  final  revision 
necessary  to  fit  it  for  the  press,  and  the  character  of  the  works  is  such  that  the  revision 
requires  a considerable  amount  of  time.  The  two  Avorks,  although  related,  are  essentially 
independent.  Hence  it  seems  unjustifiable  to  delay  the  appearance  of  the  smaller  of 
the  two,  the  Atlas,  while  the  larger  work  is  being  prepared  for  the  }>ress.  The  Atlas 
is  therefore  published  first. 

It  was  the  wish  of  the  Author  that,  in  the  event  of  his  death,  the  manuscript  should 
be  prepared  for  the  press  by  a personal  friend — who  has  attempted,  so  far  as  regards 
tlie  present  Avork,  to  carry  out,  to  the  best  of  his  ability,  the  wishes  of  one  for  Avhom  he 
had  a profound  regard  and  warm  affection. 

The  folIoA\dng  pages  are  substantially  as  tlieir  Author  left  them.  The  only  alterations 
arc  such  verbal  changes  as  Avere  absolutely  necessary.  Certain  additions  have,  however, 
been  made,  viz.  the  summary  at  the  head  of  each  case  and  the  description  of  the  coloured 
})lates.  The  description  of  the  microscopical  plates  Avas  complete,  but,  apparently,  the 
])lan  of  the  work  had  not  included  any  separate  account  of  the  coloured  plates,  for 
Avhich,  it  Avas  intended,  the  history  of  the  cases  shovdd  suffice.  The  absence  of  such 
description  Avould,  hoAvever,  have  lessened  the  utility  of  the  work,  especially  to  the 
student.  Accordingly  a short  account  of  each  figure  has  been  prepared,  chiefly  from  the 


VI 
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history  of  the  case  illustrated.  A'arious  references  have  also  been  added  in  the  hope  of 
facilitating  the  use  of  the  work. 

Much  pains  have  been  taken  to  secure  accuracy,  but  the  task  has  been  one  of  great 
difficulty.  The  plates  had  undergone  many  alterations  during  the  progress  of  the  work. 
Figures  had  been  changed,  new  plates  introduced,  and  the  corresponding  changes  in 
the  text  had  not  always  been  made.  In  some  instances  the  precise  figure  referred 
to  could  only  be  ascertained  by  internal  evidence.  Another  difficulty  was  met  with 
in  the  descriptions  of  some  of  the  microscopical  plates.  These  had  apparently  been 
written  from  the  preparations  themselves,  as  well  as  from  the  figures,  and  the  reference 
letters,  in  some  instances,  had  evidently  been  added  to  and  altered  in  view  of  an  intended 
revision  of  the  descriptions.  In  many  cases  rectification  has  been  practicable  ; in  a few 
it  has  been  thought  better  to  leave  the  discrepancy  with  this  explanation  of  its  origin. 


London;  July,  1888. 


W.  K.  G. 
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ON  THE  ULTIMATE  STRUCTURE  OF  THE  LUNGS. 

As  a comprehension  of  the  pulmonary  structure  is  essential  to  a clear  unclerstancling  of  the 
processes  involved  in  embolism,  lobular  pneumonia,  and  tubercle,  I believe  that  this  will  he 
facilitated  if  I ajTpend  a short  description  of  the  most  recently  expressed  views  on  the  subject.  The 
following  account  contains  no  original  matter,  and  for  it  I am  chiefly  indebted  to  Eilhard 
Schulze’s  article  in  Strieker’s  ‘ Handbuch  der  Lehre  von  der  Geweben,’  to  Kolliker’s  ‘ Gewehelehre  ’ 
and  his  more  recent  investigations  in  the  ‘ Verhandlungen  der  Med.  Gesellschaft  zu  Wurzburg,’  N.F. 
xvi.  1881,  and  also  to  Todd  and  Bowman’s  ‘Physiological  Anatomy;’  Waters,  ‘The  Anatomy  of  the 
Human  Lung  ’ ; Klein,  ‘ Atlas  of  Histology,’  and  ‘ Anatomy  of  the  Lymphatic  System  ’ ; Kiittner’s 
articles  in  Virchow’s  ‘ Archiv,’  vols.  Ixvi.  and  Ixxiii.,  Kossignol,  ‘ Structure  Intime  du  Poumon’ ; 

‘ Adriani,  ‘ Biss,  de  Subtiliore  Puhnonum  Struetura,’  and  Schafer’s  article  in  Quain  and  Sharpey’s 
‘ Anatomy.’  I have  thought  it  best  to  omit  the  references  to  the  extensive  bibliography  on  this  subject, 
which  will  he  found  in  the  authors  referred  to. 

The  lungs  essentially  form  a glandular  structure  of  the  racemose  type  for  the  excretion  of 
carbonic  acid,  and  are  constituted  by  the  subdivision  of  the  ducts  or  bronchial  tubes,  terminating  in  a 
series  of  expansions  into  cavities  resembling  the  terminal  acini  of  a gland.  These  are  collected  into 
lobules  and  lobes,  defined  and  surrounded  by  connective  tissue ; the  whole  being  contained  in  a 
capsule  which,  on  its  external  surface,  is  covered  by  an  endothelium  of  the  lymphatic  type — the  pleura. 
The  gland  thus  constituted  is  supplied  abundantly  with  blood-vessels  and  lymphatics  and  also  with 
nerves. 

The  Bronchi  within  the  Lung. — After  entering  the  lung  the  larger  tubes  undergo  a series  of 
dichotomous  and  sometimes  trichotomous  divisions,  giving  off  also  smaller  branches  until  they  are 
reduced  to  a size  of  f to  ^ inch  (four  millimetres)  in  diameter.  The  dichotomous  division  of  the 
main  tubes  then  ceases,  but  a series  of  branches  are  given  off  at  an  acute  angle,  alternating  in  a 
spiral  form  around  the  tubes.  These  branches  again  divide  dichotomously  at  right  angles  to  one 
another,  but  without  anastomosing,  until  they  attain  the  size  of  to  -gL  of  an  inch,  and  this 
continued  rectangular  branching  gives  to  the  whole  structure  a peculiar  intricacy. 

The  tubes  generally  are  straight  until  the  final  series  of  dichotomous  branchings  is  attained. 
These  latter  are,  however,  often  curved.’  The  openings  of  the  larger  tubes  from  their  tubes  of 
origin  are  more  or  less  oval,  but  they  become  circular  in  the  smaller  tubes  and  appear  (as  was 
observed  by  Kossignol)  as  if  cut  with  a punch  (Waters).  After  a variable  number  of  divisions 
(from  five  to  eight),  the  terminal  bronchus  is  attained,  this  being,  as  already  stated,  from  gg  to  gV 
of  an  inch  in  diameter.  At  this  point,  which  is  situated  about  g of  an  inch  from  the  surface  of 
the  lung  (Rainey^),  the  structure  (to  be  hereafter  described)  and  the  configuration  of  the  tube  alter. 
A slight  enlargement  commonly  appears  in  it,  and  the  tube  is  continued  into  a series  of  passages 
which  constitute  the  proper  respiratory  structure  of  the  lung. 

* See  Kossignol’s  figure  (Fig.  1);  also  Waters,  The  the  bronchi  as  the  pleural  surface,  and  the  infundibula 
Anatomy  of  the  Human  Lung,  p.  111.  and  alveoli  in  which  the  bronchi  terminate  rest  upon  these 

Within  the  lung  the  larger  interlobular  septa  stand  septa  in  the  same  manner  as  they  do  upon  the  pleura, 
in  this  respect  in  the  same  relation  to  the  terminations  of 
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Fig.  1. — Prom  Eossignol.  Showing  the  ramification  of 
an  intralobular  bronchus  in  a conical  lobule.  ‘ A branch 
of  the  second  order,  a,  passing  off  at  right  angles, 
affords  at  its  origin  a branch,  6,  of  the  third  order.  It 
is  elbowed  to  give  off  a third,  e,  and  similarly,  five,  six, 
or  eight  successive  branches  are  furnished,  continuing 
its  primary  deviation  amid  these  bends,  towards  the 
surface  of  the  lobules.  . . . Each  of  the  divisions  of  the 
third  order  produces  in  a short  course  several  branches 
of  the  fourth  order,  and  terminates  in  a bifurcation  at 
an  acute  angle.  It  is  ordinarily  at  the  extremity  of  the 
divisions  of  the  fourth  order  that  the  tubes  of  the  re- 
union of  the  infundibula  (‘  alveolar  passages  ’ of  Schulze) 
occur,  but  the  ramifications  may  be  pushed  yet  farther. 
In  the  dichotomous  or  trichotomous  type  of  division 
(shown  on  the  left),  a branch  of  the  second  order  ends, 
after  a short  course,  and  without  lateral  branches,  in 
two  or  three  tubes  which  come  off  from  the  same  place 
hh,  and  present  a similar  division  into  tubules  of  the 
fourth  order  7in,  which  furnish  other  branches  of  the 
fifth  order  oo,  and  so  on.’ — Eossignol,  p.  27. 


Fig.  3. — From  Addison,  Phil.  Trans.  1812.  ‘ Intra- 

lobular bronchial  ramifications,  partly  inflated  and 
highly  magnified,  a,  cul-de-sac  terminations  lying 
against  the  lateral  inflations  of  adjacent  branches; 
b,  b,  c,  the  multilocular  culs-de-sac  at  the  surface  of  a 
lobule.’ 


Fig.  2. — From  Eindfleisch.  ‘ An  exact  copy  of  a lobule, 
f of  an  inch  in  length  by  | of  an  inch  in  width.  A “ corro- 
sions preparation,”  produced  by  injection  of  the  bronchus 
with  gum  and  glycerine,  and  soaking  in  alcohol  acid- 
ulated with  hydrochloric  acid.  It  is  seen  that  the 
bronchus  entering  the  root  has,  by  a series  of  six 
branchings,  produced  seven  smaller  bronchioles,  each  of 
which  passes  into  two  short  bronchioles  of  the  smallest 
calibre.  The  smallest  bronchioles  open  directly  into  a 
group  of  3 to  5 branching  alveolar  passages.  These 
collectively  form  the  equivalent  of  an  acinus  of  an 
acinose  gland,  and  must  be  termed  “pulmonary  acini.” 
The  iiulmonary  acinus  is  a much  more  constant  unity 
of  the  lung-structure  than  the  lobule — at  least  in  resiiect 
of  size.  Two  of  them  may  be  sufficient  to  form  a lobule. 
The  lobule  here  reiiresented  contains  fourteen  such 
acini,  but  some  may  consist  of  20  to  30  acini.  The 
lobule  may,  however,  be  a more  important  structural 
element,  with  its  jiathological  relations,  because  it  is 
determined  by  the  branching  of  the  pulmonary  “vessels  ” 
and  the  distribution  of  the  interstitial  (interlobular) 
connective  tissue.  Embolisms,  infarcts,  and  abscesses 
are  therefore  limited  by  the  lobules.’  Eindfleisch  pro- 
ceeds to  state  that  tubercle  tends  to  form  at  the  spot 
where  the  bronchiole  divides  into  the  alveolar  passages, 
a view  which  I have  not  been  able  to  confirm. — Lehrb. 
der  Path.  Gewebclehre,  p.  134. 


Fig.  4. — From  Waters. 

‘ A terminal  bron- 
chial tube  with  a 
group  of  air  - sacs 
connected  with  it 
(“  lobulette  ”) — hu- 
man. a,  The  termi- 
nal bronchial  tube ; 
b,  the  dilated  ex- 
tremity of  the  termi- 
nal bronchial  tube ; 
ccc,  individual  air- 
sacs.  At  d,  a bristle 
is  seen  piassed  into 
an  air-sac  ; one  end 
is  seen  opening  into 
the  common  cavity 
in  which  the  bron- 
chial tube  termin- 
ates. At  e and  c (above  h)  are  seen  the  openings  of  other 
sacs  which  lie  beneath  those  which  are  exposed  ; six  sacs 
are  seen  converging  to  the  common  centre.  The  mark- 
ings in  the  air-sacs  denote  the  boundaries  of  the  alveoli.’ 
— Waters’  Anatomy  Human  Lung,  p.  136. 
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These  passages,  termed  by  Eossignol  ‘ tubes  of  reunion  of  the  infundibula,’  by  Addison 
‘ intralobular  bronchial  ramifications,’  by  Eainey  ‘ intercellular  passages,’  by  Todd  ‘ lobular  passages,’ 
l)y  Schulze  ‘alveolar  passages,’  and  by  Klein  ‘alveolar  ducts ’—a  term  which  appears  the  most 
appropriate  of  any  yet  chosen — divide  into  a limited  number  of  secondary  branches,  and  then, 
expanding  tow’ards  their  termination,  form  a series  of  funnel-shaped  bodies,  the  infundibula  of 
llossignol,  or,  as  termed  by  Waters,  ‘ air-sacs,'  in  which  the  tubes  thus  dilated  end  at  the 
surface  of  the  lung  in  alveolated  extremities. 


Fig.  5. — From  Schulze.  ‘ System  of  alveolar  passages 
with  the  infundibula  from  the  lung  of  an  ape  (cerco- 
pithecus)  filled  with  mercury,  a,  Terminal  branch  of 
bronchus  ; hb,  infundibula  ; cc,  alveolar  passages,  x 10 
diam. — Schulze,  Strieker’s  Hanclhuch,  p.  405. 


Fig.  (l.^From  Schulze.  ‘ Section  from  the  lung  of  a cat, 
filled  with  alcohol  and  hardened,  a,  terminal  branch 
of  bronchus  ; bh,  infundibula  ; cc,  transverse  sections  of 
alveolar  passages  ; del,  longitudinal  sections  of  alveolar 
passages,  x 12  diam. — Schulze,  Strieker’s  Handbiich, 
p.  4(55. 


Fig.  7.— From  Kiilliker.  ‘A  respiratory  bronchiole,  br,r,  Fig.  8.  — From  Kossignol.  ‘Section  of  the  lung  of  a dug. 

and  two  alveolar  passages,  «<7,  from  the  dog.  x 85  diam.’  The  terminal  passages  are  opened  to  the  infundibula. 

— Kiilliker,  Verhaud.  Phys.  Med.  Gescllsch.  zu  11  iirz-  In  the  section  of  the  l)ronchus  are  seen  parietal  alveoli 

burg,  N.F.  vol.  xvi.  and  the  orifices  of  numerous  infundibula.’ 

These  infundilmla  open  on  all  sides  into  a series  of  imperfect  cavities,  divided  by  septa-  and 
forming  a honeycombed  structure,  the  ‘ alveoli ' of  Rossignol,  the  ‘ air-cells  and  air-vesicles  ’ of  other 
writers.  Each  infundibulum  ends  in  a group  of  three  or  more  of  these,  and  similar  sacs  open 
laterally  on  all  sides  of  the  alveolar  ducts  and  infundilmla  from  their  commencement  to  their 
termination.  Hence,  when  a section  is  made  across  the  lung  near  the  pleural  surface,  a series 
of  cavities  is  seen  which  are  the  truncated  ends  of  the  infundibula,  each  terminating  in  a group  of 
vesicles.  The  passages  widen  from  the  point  at  which  they  leave  the  terminal  bronchus,  and 
finally  end  in  the  blind  alveolated  extremity,  already  described,  at  the  pleural  surface,  and  their 
shape  is,  as  Eossignol  stated,  that  of  an  inverted  funnel  (‘infundibulum’)  or  cone  with  its  base  at 
the  surface  of  the  lung. 

Schulze  states  the  diameter  of  the  a-lveolar  passages  in  the  adult  to  be  from  to  yTo  of  an 
inch.  Todd  and  Bowman  give  them  from  to  Uu  ! Kolliker  from  yV  to  Eossignol  gives 

the  following  measurements  of  the  infundibula  : in  a man  letat.  40,  orifices  from  i’lcfi  to  yVi  inch. 
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Fig.  9.— From  Kossignol.  ‘ Thin  section  from  pleural 
surface,  considerably  magnified.  At  the  borders  are 
seen  only  isolated  alveoli.  At  the  centre,  where  it  is 
thicker,  it  is  seen  that  all  the  alveoli  are  enclosed  in 
infundibula,  or  rise  from  the  floor  of  them  like  so  many 
terminal  cells.  The  spaces  or  septa  which  separate 
these  infundibula  are  marked  by  more  or  less  distinct 
depressions,  which  are  the  origin  of  as  many  alveoli. 
The  latter  rest  on  the  external  walls  of  ■ the  subpleural 
infundibula,  and  are  also  enclosed  in  infundibula,  as 
may  be  seen  in  a section  somewhat  thicker  than  that 
here  figured.’ 


Fig.  10. — From  Kuttner.  ‘ Preparation  from  an  adult 
dog,  lung  injected  with  nitrate  of  silver  and  gelatine. 
a,  Terminal  bronchus  with  solitary  lateral  alveoli,  h ; 
c,  opened  alveolar  passages ; d,  opened  infundibula,  i.e. 
alveolar  groupings  (“  alveolen  complexe  ”).  The  points 
and  lines,  and  the  sections  of  the  “intercalary”  cells 
(“  Schaltzellen")  and  interstitial  lines  between  the  epi- 
thelium (Kittleisten) — these,  for  the  sake  of  distinctness, 
are  only  figured  on  the  convex  surfaces  of  the  alveoli ; 
c,  opening  of  an  alveolar  passage  ; /,  openings  of  laterally 
branching  infundibula  ; g,  pleura  ; h,  bands  of  connec- 
tive tissue  proceeding  from  the  pleura  and  separating 
the  single  lobulettes.’ — Stereoscopic  view,  x 90  diani. 
Kuttner,  Virchow’s  Archiv,  vol.  Ixvi. 


Fig.  11.— From  Schulze.  Section  through  a laterally-placed  infundibulum.  From  a human  adult  lung,  filled  with 
alcohol  acidulated  with  acetic  acid,  and  hardened.  Opening  from  the  alveolar  passage  into  the  infundibulum ; 
the  upper  border  is  partly  removed  by  the  section  ; a,  non-striated  muscular  fibres  with  nuclei  x 80  diam.’ — Schulze. 
Strieker’s  Handbuch. 
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base  from  N inch  to  inch  ; in  a child  setat.  3,  orifice,  inch  to  inch,  base  inc-h  to 
,;-L-  inch ; in  a man  aetat.  75,  orifice  Si)  inch  to  Sis  inch,  base  ^ inch  to  -j^g-  inch. 

For  a calf  he  gives  the  following  series : lobular  branch  (i.e.  where  it  enters  the  lobule  at  its 
origin)  yn-  inch,  first  branch  -gij ; second  branch  third  branch  Jy,  fourth  branch  Sis-  Tubes  of 
reunion  of  infundibula  orifices  of  infundibula  base  of  infundibula  -gij,  pulmonary  alveoli 
fio  inch. 


Fig.  12. — From  Hartiiig.  ‘ A thin  section  of  the  dried 
lung  of  a man,  at  the  distance  of  about  a centimetre 
from  the  surface.  The  air-jiassages  are  filled  with  un- 
coloured transparent  white  wax.  The  capillaries  can 
scarcely  be  distinguished  with  this  low  power. 

‘ (a)  Bronchus,  in  which  two  layers  of  elastic  fibres 
can  still  be  distinguished. 

‘ (h)  Parietal  alveoli  on  the  same  branch,  which  have 
externally  a nodular  aspect. 

‘ (c)  The  site  of  bifurcation  of  this  branch,  where 
it  passes  into  two  infundibula  divided  longitudinally. 
One  of  these,  /,  is  seen  entire,  and  in  its  middle  are 
seen  the  septa  of  the  parietal  alveoli  resting  on  the  in- 
fundibulum. 

‘ {d)  An  infundibulum,  cut  across,  with  many  lateral 
alveoli. 

‘ (e)  Another  infundibulum,  cut  transversely,  with 
fewer  alveoli,  x 80  diam.’ — Adriani,  Diss.  de  Subtiliorc 
Pulm.  Structura. 

Fig.  1.3. — From  Kolliker.  ‘ Half-diagrammatic  figure  of 
two  smallest  “ lobulettes,’  aa,  with  the  ‘ air-cells,’  bb,  and 
the  smallest  bronchial  tubes,  cc.  From  newly-born 
child.  X 25  diam.’ — Kolliker,  Microscopische  Anatomic, 
ii.  300. 


Fig.  16.— From  Kiittner.  Lung  injected  from  the  pul- 
monary artery  after  closure  of  the  capillaries  by  means 
of  nitrate  of  silver  injected  into  the  bronchi.  The  bronchi 
filled  with  gelatine  ; pleural  surface.  The  pulmonary 
artery  divides  into  as  many  branches  as  there  are  in- 
fundibula. Stereoscopic  figure  x 42  diam.— Kiittner, 
Virchow’s  Archiv,  vol.  Ixxiii. 


Fig.  14.-  FT’orn  Kiittner.  A preparation  by  ‘ corrosion  ’ 
(see  fig.  2)  from  an  adult  human  being,  a,  Alveolar 
passages  ; b,  smaller  laterally -placed  infundibula  ; c, 
terminal  infundibula.  Stereoscojiic  view,  x 90  dram. — 
Kiittner,  Virchow’s  Archiv,  vol.  Ixvi. 
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Fig.  16.— From  Charcot.  ‘A  pulmonary  acinus  injected 
with  wax  from  a newly-born  infant.  H,  Bronchiole ; 
V,  branch  of  pulmonary  artery;  KK,  alveolar  ducts; 
A,  interlobular  space.’— Charcot,  Proqr^s  Medical 
vol.  v.  1877,  p.  604. 
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Dr.  Waters  gives  for  adults — ultimate  bronchial  tube  -gL-,  -g-L , inch,  its  terminal  dilatation 
ttV  to  5-V’  ‘ air-sacs  ’ (infundibula)  Tv>  sV  inch.  For  infants  under  one  year,  terminal  bronchial 
tube  ^ y^  y|-y  iiich,  its  terminal  dilatation  Jy  to  yV  inch,  ‘ air-sacs  ’ N,  y^y,  yhy,  y^y  inch. 

Infundibula,  Acini,  and  Lobules. — It  will  be  seen  from  the  foregoing  description  that  each 
terminal  bronchus  ends  in  a series  of  structures,  the  infundibula,  which  represent  the  final  acini  of 
a racemose  gland,  and  are  independent  of  those  derived  from  the  corresponding  terminations  of 
adjacent  terminal  bronchi.  The  ultimate  ramifications  of  each  terminal  bronchus  form  therefore, 
as  Eossignol  remarked,  small  lobules  within  the  larger  lobules,  but  having  no  direct  communication 
with  those  surrounding  them  except  through  the  tubes  which  open  into  them.  This  is  seen  hy  the 
preceding  figures. 

Each  ‘ infundibulum  ' is  thus  the  representative  of  an  ultimate  ‘ acinus,’  while  the  final  distri- 
Imtion  of  the  terminal  bronchial  tube  consists  of  a group  of  these  infundibula,  which  unite  in  part, 
liy  means  of  the  alveolar  passages,  within  the  ultimate  lobule  which  they  compose,  and  which 
finally  converge  to  the  terminal  bronchial  tube. 

Each  infundibulum  is  separated  from  those  surrounding  it  by  a zone  of  inter-infundibular 
fil)rous  tissue ; a similar  arrangement  surrounds  each  group  of  these,  and  in  this  capsule  are  con- 
tained vessels,  nerves,  and  l3unphatics. 

It  has  been  proposed  by  Kindfleisch,  instead  of  regarding  each  infundibulum  as  an  ‘ acinus,’ 
to  apply  this  term  to  the  whole  group  of  infundibula  proceeding  from  the  terminal  lironchial 
tube,  and  to  regard  it  as  the  ‘ unit  ’ of  pulmonary  structure,  and  in  this  he  has  been  followed 
b_y  M.  Charcot  {see  Eigs.  2 and  16).  Kolliker  and  Sharpey,  however,  regard  the  infundibulum 
of  Eossignol  as  the  ultimate  pulmonary  lobule.  There  appears  to  be  a certain  advantage  in 
recognising  the  special  form  assumed  by  the  final  distrilmtion  of  the  terminal  bronchus  in  a 
group  of  alveolar  passages  and  infundibula  by  a term  (acinus)  which  signifies  the  change  in 
anatomical  structure  which  occurs  at  this  point.  It  has  also  the  utility  of  distinguishing  this 
group  of  ultimate  ‘ lobules  ’ from  the  larger  ‘ lol)ule,’  with  which  they  may  otherwise  be  confounded. 

This  larger  lobule  (fig.  2.)  represents,  as  Eindfleisch  has  stated,  the  distribution  of  a single 
Itronchial  tube,  the  ‘ intralobular  bronchus,’  which,  at  the  point  of  entrance  into  the  ‘ lobule,’ 
acquires  certain  anatomical  peculiarities  both  in  structure  and  size,  being  on  an  average  -giy  of  an 
inch  in  diameter,  ljut  vaiying  from  this  to  yV  and  yV  of  an  inch  (Sappey).  The  branches  of 
this  constitute  the  larger  composite  lobule.  This  bronchus  is,  however,  only  terminal  in  the 
sense  that  each  such  lobule  contains  only  one  chief  bronchus,  which  by  subdivision  gives  rise  to  the 
true  ierniinat  bronchi,  viz.  the  bronchi  which  end  in  a dilatation  from  which  pass  the  alveolar  ducts 
proceeding  to  the  infundibula. 

Dr.  Waters  felt  the  need  of  distinguishing  the  group  of  structures  thus  found  at  the  extremity 
of  each  terminal  bronchus,  and  proposed  for  it  the  name  of  ‘ lobulette,’  which  is  synonymous  in  this 
sense  with  the  term  of  ‘ acinus  ’ proposed  by  Eindfleisch.  Etymologically  the  term  ‘ acinus  ’ is 
l)oth  indefinite  and  arbitraiy,'  but  l)eing  already  in  use  for  the  ultimate  lobule  of  the  liver  (though 
in  this  organ  it  is  rather  defined  by  its  relations  to  the  portal  and  hepatic  veins  than  to  the  duct)  it 
has  acquired  a certain  significance  which  enables  it  to  be  applied  to  the  lung. 

In  this  sense  the  ‘ acinus,’  like  the  ‘ infundibula  ’ of  which  it  is  composed,  is  pear-shaped  or 
conical,  with  its  base  at  the  periphery,  and  tapering  inwards  to  the  terminal  bronchus  from  which 
it  springs. 

The  lobule,  in  the  wider  sense,  consists  of  an  indefinite  number  of  ‘ acini.’  It  is  bounded  b}'  a 
zone  of  interlobular  fibrous  tissue  ■which  separates  it  from  adjacent  lobules. 

The  intralobular  bronchus,  and  its  ramifications  wuthin  the  lobule  (wdiich  may  be  from  three  to 
four  or  more  in  number  before  the  terminal  bronchi  are  reached),  are  enclosed  in  a sheath  of  fibrous 


' It  must  be  remarked  that  the  vagueness  of  this  term 
induced  the  late  Dr.  Sharpey — whose  extreme  accuracy 
has  impressed  so  many  who  regret  his  loss — to  propose 
that  it  should  be  altogether  abandoned.  It  was  ap)parently 
first  used  by  Malpighi  to  signify  the  ultimate  lobule  of 
the  liver  (De  Gland.  Structura,  iii.  18).  It  appears  even 
originally  to  have  been  used  indefinitely  for  a bunch  of 
grapes,  a single  grapie,  and  also  the  stone  of  a grape ; and. 
like  many  figurative  terms,  is  inca2'>able  now  of  exact  de- 


finition. It  is  only  in  its  2)arallel  with  the  lobule  of  the 
liver  that  it  is  capable  of  being  aj^phed  to  the  lung.  In 
the  liver  there  is  not  the  same  confusion  of  terms  between 
ultimate  lobules  and  groups  of  lobules  as  in  the  lung.  Dr. 
Waters’  term  of  ‘ lobulette  ’ exp>resses  the  difference,  but 
as  in  the  liver  the  meaning  of  the  term  acinus  is  fully  un- 
derstood, it  a^ipears  in  this  sense  callable  of  extension  to 
the  lung. 
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tissue  ; closely  adjacent  to  them,  and  enclosed  in  the  same  sheath,  are  the  terminal  hranches  of  the 
pulmonary  artery  as  well  as  branches  of  the  bronchial  artery  and  lymphatics.  The  veins  follow  a 
separate  course,  and  for  the  most  part,  together  with  the  lymphatics,  are  found  in  the  perilobular 
(or  interlobular)  hhrous  tissue. 

The  divisions  between  the  larger  lobules  are  usually  distinctly  marked  on  the  surface  of  the 
lung,  forming  spaces  of  -j-  to  an  inch,  or  even  of  1 inch,  across.  Those  of  the  ‘ acini ' (the  true 
lobules)  are  less  apparent ; their  base  is  from  to  and  inch  (Kdlliker). 


Fig.  17. — From  Joffroy.  Diagrammatic  section  (trans- 
verse) of  two  lobules  at  the  level  of  their  root.  Each 
lobule  bounded  by  the  perilobular  connective  tissue, 
contains  in  its  centre  the  bronchus  and  the  pulmonary 
artery  surrounded  by  intralobular  connective  tissue. 
A,  Pulmonary  artery  ; B,  bronchus  ; E,  intralobular  con- 
nective tissue  (peribronchial  and  perivascular  tissue 
which  contains  lymphatics)  ; P,  perilobular  connective 
tissue ; L,  pulmonary  alveoli. — .Joffroy,  Diffiircntcs 
i'onnes  de  la  Broncho-Pneumonic,  Paris  1880,  p.  10. 


Fig.  18. — From  Harting.  ‘ External  surface  of  lung  of 
cow,  filled  with  wax.  aaa,  alveoli ; 56,  borders  of  the 
smallest  “lobulettes”  or  infundibula.’  x 30  diam. — 
Flarting,  from  Adrian!,  loc.  cit.,  ii.  311. 


Structure  of  the  bronchial  tubes. — Eacli  tulie  is  surrounded  Ijy  a sheath  of  loose  fibrous  tissue  in 
which,  as  already  stated,  are  lymphatic  vessels,  and  which  also  contains  small  masses  of  lymphatic- 
tissue. 

The  true  bronchial  tubes,  until  attaining  a size  of  N of  aii  inch,  are  composed  of  four  layers 
{see  Fig.  19). 

(a)  A fibrous  layer  of  tough  fibroid  tissue,  arranged  in  long  bundles,  between  which  are  also  some 
circular  bundles,  and  a few  elastic  filires.  Embedded  among  these  fibres  are  cartilages,  which  at 
first  form  half-rings,  arranged  around  the  whole  circumference  of  the  larger  tubes,  but  gradually 
becoming  smaller  and  more  scattered  as  the  tubes  diminish  in  size,  until  in  the  smaller  ones  they 
are  only  isolated  plates,  and  they  disappear  in  those  of  -jh-  to  of  an  inch  in  diameter.  The  cells 
in  these  cartilages  have  a peculiar  arrangement : those  under  the  surface  are  flat  and  lie  parallel  to 
the  surface,  hut  those  in  the  deeper  layers  are  arranged  in  rows  at  right  angles  to  the  surface.  The 
mucous  glands  of  the  larger  Ijronchi  penetrate  from  the  interior  to  this  outer  fibrous  layer,  hut  they 
disappear  simultaneously  with  the  cartilages. 

(b)  The  muscular  coat  lies  witliin  the  filirous  layer,  and  is  composed  of  circular  bundles  of 
striated  muscles,  crossing  one  another  so  as  to  form  an  almost  continuous  coat ; it  varies  from 
■sV  fo  of  an  inch  in  thickness  (the  latter  in  tulies  of  of  an  inch  in  diameter. — Schulze). 

(r)  Within  this  lies  a layer  of  elastic  fibres,  disposed  in  bundles  running  longitudinally  and 
{U'ijminent  on  the  inner  surface  ; they  are  field  together  by  a fine  fibroid  tissue  which  also  is  disposed 
longitudinally. 

A fine  basement-membrane  liounds  this  layer.  It  consists  of  a single  layer  of  large  flattened 
endothelial  cells  (Dehosc,  quoted  liy  Klein  ; the  existence  of  these  cells  is,  however,  denied  by 
Kdlliker). 

{(1)  The  epithelial  layer  (fig.  flO)  consists  of  cylindrical  ciliated  epithelium,  between  which  are 
‘ chalice  or  goldet  cells.’  It  has  been  asserted  liy  Schulze  and  numerous  other  observers  that  the 
epithelium  consists  only  of  a single  layer  of  these  cells,  liut  Kdlliker’s  observations  on  the  human 
lung  in  a recent  state  have  convinced  him  that  there  are  in  reality  three  layers  : — {a)  Immediately 
on  the  mucosa  a series  of  basal  cells  of  irregularly  cylindrical  shaiie.  {b)  Immediately  above  this  is 
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a layer  of  supplementary  cells  of  variable  form,  from  spindle-shaped  to  cylindrical,  and  above  these 
are  the  ciliated  cells  with  gol)let  cells  between.' 

Beneath  the  epithelial  layer  mucous  glands  (Fig.  19,  d' d')  pass  into  the  wall  of  the  tube  extending  to 
the  cartilages  of  the  outer  fibrous  layer.  They  are  racemose — their  orifice  is  lined  with  a cylindrical 
epithelium  ; their  branches  are  lined  with  mucous  cells  or  granular  epithelial  cells. 

In  bronchi  that  have  diminished  to  U diameter,  at  which  size  the  tubes  usually  enter 

the  lobules,  the  structure  varies  from  that  before  described.  They  contain  neither  cartilages  nor 
mucous  glands.  These  outer  fibroid  layers  have  become  of  extreme  tenuity,  and  finally  almost  dis- 
appear. The  muscular  layer  also  becomes  limited  to  single  circular  bands,  crossed 'by  longitudinal 


Fig.  19. — From  Schulze.  Part  of  a transverse  section  of  a bronchial  tube  (human)  J of  an  inch  in  diameter,  a. 
Capsule  with  wide  spaces  and  accumulation  of  fat,  / ; b,  cartilage  ; c,  muscular  layer  ; d,  inner  fibroid  layer  with 
elastic  fibres  in  bundles  ; e,  epithelial  layer  ; d' d',  mucous  glands,  the  duct  of  one  of  them  is  seen  at  g. — Schulze, 
Strieker’s  Handhucli.  x 30  diam. 


Fig.  20.— From  Schulze.  Epi- 
thelium of  a bronchial  tube 
of  a dog,  1 of  an  inch  in  dia- 
meter, showing  the  cylindri- 
cal ciliated  cells  and  chalice 
cells.  X 320  diam. — Schulze, 
Strieker’s  Handbuch. 


Fig.  21. — Spiral  arrangement  of  the 
air-cells,  from  Dr.  Edward  Smith,  Con- 
sumption, 1862,  23.  168. 


elastic  bundles  continued  from  those  above.  The  goblet  cells  disaiipear  and  the  epithelial  cells  also 
become  shorter,  and  losing  their  cilia  become  fiat  cubical  cells  of  -guVo  ^'oir  (Kiittner), 

passing  into  small,  fiat  pavement-ceiis.  At  this  point  they  are  termed  ‘ respiratory  bronchioies  ’ 
(Kolliker,  see  Fig.  7),  on  account  of  aiveoii  proceeding  from  them,  and  aiso  because  even  while 
one  side  of  the  tube  may  still  possess  cubical  cells,  on  the  other  side  may  be  found  a respiratory 
epithelium,  viz.  flat  plates  of  the  same  nature  as  those  lining  the  alveoli  mingled  with  small  pave- 
ment-cells measuring  -g-gVo  twit  diameter,  which  form  groups  of  twenty  to  fifty  in  number. 

These  are  continued  into  the  aiveoiar  passages,  graduaiiy  diminishing  in  number,  and  giving  piace 
to  the  iarger  piates  or  scales  which  characterise  the  alveolar  lining.  These  measure  xoVo  i’O 
of  an  inch,  according  to  Kolliker,  who  terms  them  the  ‘ respiratory  epithelium.’  He  believes  that 
these  terminations  of  the  bronchioles  take  part  in  the  true  respiratory  fimction,  the  more  so  as 
they  are  in  part  supplied  by  capillaries  of  the  pulmonary  artery. 


* Kolliker,  Verhand.  Pliys.  med.  GeseUschaft  zu  Wiirzhurg,  N.F.  xxvi.  1881. 
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At  the  end  of  the  terminal  bronchus,  and  even  before  the  alveolar  passages  commence,  a lew 
alveoli  open  into  the  cavity  of  the  tubes  {see  Figs.  4,  7 and  8). 

The  Alveolar  Passne/es  and  Alveoli. — The  alveolar  passages  and  infundibula  are  chiefly  composed 
of  unstriped  muscular  fibres  arranged  circularly,  and  supported  by  a delicate  fibroid  tissue  mingled 
with  elastic  fibres  which  the  late  Dr.  Edward  Smith  stated  to  be  arranged  in  a spiral  form.  In  the 
delicate  fibrous  tissue  are  seen  branched  cells  of  the  lymph-canalicular  system  (Klein). 

The  walls  of  the  alveolar  passages  are,  however,  interrupted  in  all  directions  by  the  openings 
of  the  alveoli,  so  that  they  scarcely  form  a continuous  membrane,  but  mainly  consist  of  the 
l)oundaries  of  these  openings  and  in  part  of  these  septa  (Schulze).  The  alveoli  are  l)oth  lateral 
and  terminal,  and  from  fifteen  to  twenty  are  found  in  the  course  of  each  passage  (Eossignol).  A few, 
with  well-defined  openings,  are  found  in  the  walls  of  the  terminal  bronchial  tubes.  Those  in  con- 
nection with  the  infundibula  are  more  irregularly  placed,  and  form  rather  projections  from  the 
interior  ; the  infundibulum  thus  differs  from  a gland-duct  giving  off  terminal  acini,  and  resembles,  as 
Kulliker  remarked,  a pear-shaped  sac  with  sacculated  walls.  The  junction  of  the  alveoli  with  the 
passage  is,  however,  commonly  marked  by  a circle  of  muscular  fibres  and  by  a thickening  of  the 
elastic  fibres.  See  Fig.  11  (Schulze). 

The  walls  of  the  air-vesicles  consist  of  a delicate  membrane,  crossed  by  a network  of  elastic 
fibres.  Muscular  fibres  from  the  alveolar  passages  and  infundibula  pass  also  for  a short  distance 
into  them  (Klein).’  In  this  membrane  are  ovoid  nuclei  (Schulze),  and  also  stellate  anastomosing  cells 
of  the  lymph-canalicular  system  (Klein).  The  septa  between  the  alveoli  proceeding  from  any  single 
infundibulum  are  imperfect,  and  many  alveoli  communicate  before  opening  into  the  alveolar  passage 
(Kolliker).  Some,  arising  from  adjacent  passages,  also  appear  to  communicate,  but  those  belonging 
to  different  ‘ acini  ’ seem  for  the  most  part  to  be  devoid  of  all  communication  with  one  another, 
Iteing  separated  by  fine  bundles  of  interlol)ular  (or  interacinose)  fibrous  tissue.  The  septa  between 
the  terminal  alveoli  are  less  marked  and  less  deep  than  between  those  that  come  off  laterally  in  the 
course  of  the  alveolar  ducts  and  infundibula. 

The  alveoli  vary  considerably  in  size.  Their  mean  diameter  in  middle  life  is  about  yfjj  of  an 
inch,  but  in  the  non-distended,  adult  state  they  vary  between  and  inch  (Kolliker)  ; in 

the  newly  born  child  fi-om  to  g-^g-,  and  when  not  distended  l)y  inflation,  they  are  very  com- 
monly found  even  smaller  in  children  of  from  two  to  five  years  ; I have  measured  them  only 
4^g-  of  an  inch,  even  when  filled  with  inflammatory  products ; in  old  age,  they  are  from  g U to  -gV 
in  width,  I)y  g-ig-  to  in  depth  (Schulze)  Their  shape  tends  to  the  round  form,  but  l)y  mutual 
pressure  they  are  often  polygonal.  Variations  in  this  form  are  also  produced  by  the  relative  degrees 
of  their  expansion. 

The  Epithelium  of  the  Alveolar  Passages  and  of  the  Alveoli  presents  some  remarkable  differences 
and  peculiarities.  The  cells  in  the  passages  are  described  by  Kuttner  as  the  same  small  cubical  fiat 
epithelium  that  lines  the  terminal  bronchioles,  and  are,  as  already  stated,  ofg-gVo^o  yg-g-o  of  an  inch 
in  size,  but  according  to  Kolliker  they  are  interspersed  among  the  large  fiat  cells  already  described. 
Immediately  within  the  alveoli  they  at  once  increase  in  size,  and  form  large  cells  of  squamous 
epithelium,  No  of  an  inch  (Kuttner) — ‘ placoids  ’ (Klein).  A few  cells  of  the  type  of  those  lining 
the  alveolar  passages  are  scattered  between  the  large  ones,  but  these  also  l^ecome  enlarged  and 
flattened  during  full  inspiration  (Klein).  The  cells  are  united  by  an  interstitial  substance  in  which 
the  smaller  cells  are  imbedded  (‘intercalary  cells’ — Kuttner).^  Into  this  interstitial  substance 


1 For  other  references  on  the  muscular  fibres  of  the  lung, 
see  Eberth,  Virchow’s  Archiv,  Ixxii. 

following  measurements  of  the  alveoli  are  given 
by  diflerent  authors  in  fractions  of  an  inch.  Todd  and 
Bowman,  in  man,  f - to  N ! ui  the  calf,  Dr. 

Addison,  in  man,  N to  Eossignol,  foetus,  froin  5 to 

(1  months,  to  ; mean  f - ; infant  at  end  of  intra- 
uterine life,  eitlior  before  or  after  respiration,  d,r  - ! 
mean  children  from  1 year  to  18  months, to  ; 
mean  ; children  of  3 or  4 years  old,  N to  mean 

children  atat.  5 to  15,  N to  f--;  means,  i)','’ to  g,(,; 
adults  »tat.  18  to  30,  to  fp,  means,  ^,7  to  ; adults 
ffitat.  35  to  00,  j.pi  to  f » means,  to  people  from 

a'tat.  70  to  80,  y’,-  to  ; mean,  T)r.  Waters  gives  the 
measurements  for  an  infant  under  1 vear ~t-  -5 

I 1 I 1 1,  1 % , i'’i” 


in  a woman  a*tat.  07  without  empliysema,  to  y’,,.  The 
measurements  must  evidently  vary  much  with  the  degree 
of  distension,  and  Kiilliker  gives  it  as  his  ojiinion  that  in 
medium  distension  they  are  one-third  more,  and  in  full 
distension  twice  as  wide  as  the  condition  in  which  they 
are  found  after  death. 

3 Kolliker  (Verhandh  Phys.  Med.  GescUschaft  zu 
Wnrzlmry,  N.F.  1881,  vol.  xvi.)  denies  the  accuracy  of 
Kiittner’s  interpretation  of  these  small  cells  placed  be- 
tween the  larger  plates  as  being  sui  (jencris  or  intercalary 
cells  (Schaltzellen),  and  regards  them  as  being  identical 
with  the  smaller  pavement-cells  of  the  respiratory 
bronchioles.  He  also  states  that  they  are  only  found  in 
great  numbers  at  the  borders  of  the  alveoli,  proceeding 
from  the  respiratory  bronchioles,  and  not  on  those  opening 
from  the  alveolar  passages  and  infundibula. 
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penetrate  prolongations  of  the  stellate  cells  found  in  the  wall  heneath  the  epithelium  (Klein; 
Kuttner).  There  are  also  found  in  this  interstitial  substance,  both  in  the  alveoli,  infundibula,  and 
alveolar  passages,  pseudostomata  corresponding  in  character  with  those  found  in  the  serous  mem- 
branes (Klein). 

The  smaller  cells  are  more  granular  than  the  large  ones,  and  are  more  commonly  found  in  the 
interstices  between  the  capillaries,  while  the  flat  cells  are  extended  over  and  closely  applied  to  them 
(Schulze).  It  has  been  held  that  the  larger  cells  are  endothelial,  and  are  the  derivatives  of  the 
endothelial  lining  (membrana  propria)  of  the  bronchi,  but  Kiittner’s  researches  have  shown  that 


Fig.  22. — From  Klein,  reduced.  From  a section  through 
the  lung  of  a cat,  stained  first  with  nitrate  of  silver 
and  then  with  liEematoxylin.  a,  alveoli  lined  with  flat, 
transparent,  nucleated  cells.  Amongst  them  are  small 
polyhedral  nucleated  cells  more  deeply  stained  : they 
are  especially  well  shown  where  the  alveolar  wall  is 
seen  in  profile.  Between  the  large  flat  cells  are  smaller 
or  larger  clear  spaces  corresponding  to  pseudostomata, 
s,  alveolar  septum  ; b,  a group  of  small  polyhedral  cells 
continued  from  the  bronchus ; e,  alveolar  duct  in 
section  ; i,  the  circular  muscular  coat. — Klein,  Atlas  of 
Histology,  pi.  xxxvi. 


Fig.  23. — From  Schulze.  Floor  of  an  alveolus ; from  a 
section  close  to  the  surface,  curved  parallel  to  the  pleura ; 
from  the  lung  of  a child  born  at  eighth  month  and  living 
two  days ; treated  with  nitrate  of  silver,  a,  large  epi- 
thelial cells  ; 6,  granular  cells,  x 500  diam.  Schulze, 
Strieker’s  Handbuch. 


Fig.  24. — From  Killliker.  Eespiratory  epithelium  of  an 
alveolus.  Large  cells,  showing  indications  of  division 
in  lines  which  sometimes  proceed  from  the  smaller 
cells,  sometimes  from  the  borders  of  the  large  ones, 
and  which  indicate  that  the  large  cells  may  be  formed 
from  the  fusion  of  the  smaller,  x 300  diam. — Kblliker, 
Verhandl.  med.  Gesellsch.  Wilrzburg,  N.F.  xvi.  (This 
description  is  taken  in  part  from  that  of  another  figure, 
less  adapted  for  a woodcut.) 


Fig.  25. — From  Kuttner.  Transverse 
section  from  the  unexpanded  termi- 
nation of  a bronchial  process  or  in- 
fundibulum (End-Kolben)  in  an  embryo 
calf.  Stained  with  nitrate  of  silver  and 
distended  with  gelatine,  a,  membrana 
limitans  ; b,  cylindrical  epithelium  ; 
c,  nuclei  ; d,  floor  of  the  cavity  with 
cylindrical  epithelium,  seen  from  the 
surface,  x 340  diam. — Kuttner,  Vir- 
chow’s Arcliiv,  vol.lxvi. 
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they  are  derived  from  the  hyjioblast,  while  the  membrana  propria,  belonging  as  it  does  to  the 
filjrous  structures  of  these  tubes,  is  derived  from  the  mesoblast  of  the  embryo.  Moreover,  as 
Kiittner  has  shown,  during  the  embryonic  period  and  up  to  the  time  when  the  lungs  expand,  the 
alveoli  are  lined  by  cells  identical  in  character  with  those  of  the  smallest  bronchioles  and  alveolar 
passages,  and  it  is  the  expansion  of  the  vesicles  which  causes  these  cells  to  assume  the  flattened 
form  which  they  are  found  to  present  during  life.  In  disease  also  interfering  with  the  expansion  of  the 
lungs,  as  cirrhosis,  the  alveoli  become  again  lined  with  a cubical  epithelium  ; while  in  emphysema, 
where  there  is  over-distension,  the  cubical  epithelium  covering  the  septa  becomes  converted  into  a 
squamous  epithelium  (Kiittner). 

Capillaries  of  the  Infundihula  and  Alveoli. — The  capillaries  on  the  outer  side  of  the  infundibula 
have  the  surface  towards  the  interior  free  in  the  cavity  and  only  covered  by  the  epithelium. 
Those  in  the  septa  between  the  alveoli  project  on  each  side  into  the  cavities  and  are  connected  by 
numerous  anastomoses,  so  as  to  form  a continuous  network  with  very  narrow  meshes,  leaving  spaces, 
which  are  sometimes  only  of  an  inch,  between  the  vessels  where  these  anastomose  between 

the  walls  of  adjacent  alveoli  (Strieker),  while  the  capillaries  themselves  liave  a diameter  of  from 
4 u’w  to  3-xrV(r  i^^oh  (Schulze),  or  2 vVtt  to  g-yVir  (Qoain  and  Sharpey).  The  capillaries  often 


Fig.  20. — From  Schulze.  Distribution  of  capillaries  in  human  lung  injeetec!  from 
pulmonary  artery,  aa,  free  borders  of  the  alveoli ; b,  small  arterial  branch ; 
cc,  vertical  section  of  alveolar  walls. 

project  into  the  interior  of  the  alveoli  in  loops,  which  are  seen  most  distinctly  on  the  free  borders. 
The  capillaries  are  crossed  l>y  the  branched  cells  of  the  wall  of  the  alveolus,  which  communicate 
with  the  lymph-canalicular  system  (Klein). 

Each  terminal  twig  of  the  pulmonary  artery  is  distributed  over  several  alveoli,  and  forms 
numerous  anastomoses  with  the  capillaries  of  the  lironchial  artery.  The  arteries  are  distributed  for 
the  most  part  in  the  convex  surface  of  the  infundibula,  while  the  veins  lie  in  the  depressions 
l)etween  them  {see  Kiittner’s  figure).  The  larger  non-nucleated  plates  of  the  epithelium  lie  in  the 
capillaries,  the  smaller  nucleated  cells  in  tlioir  interstices  (Kdlliker),  showing  that  the  former  are 
tlie  true  respiratory  epithelium. 

The  Lyinphatirs  of  the  lungs  have  been  especially  described  by  Klein.  Those  of  the  alveolar 
wall  commence  with  a lymph-canalicular  system,  containing  liranclied  cells  and  imbedded  in  a 
homogeneous  ground-substance  between  and  outside  the  capillaries.  The  processes  of  these 
branched  cells  penetrate  and  merge  into  the  interstitial  sulistance  between  the  epithelium  {see 
k’igs.  ‘27,  28,  32)  (Klein),  and  the  lacunaB  lie  in  tlie  alveolar  walls  (Figs.  29,  30). 

In  the  alveoli,  lying  beneath  the  pleura,  they  form  a dense  plexus,  which  unites  with  rootlets 
ti-om  the  pleura.  Efferent  trunks  from  these  pass  in  some  parts  to  the  bronchial  glands  through  tlie 
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Fig.  27.  —From  Klein.  Transverse  section  through  the 
lung  of  a guinea-pig.  a,  alveolar  cavity  ; h,  lining  epi- 
thelium ; c,  ca23illary  blood-vessels  not  reiiresented  as 
numerous  as  in  actual  iirejiaration  ; d,  interalveolar 
connective-tissue  corpuscles  sending  isrocesses  between 
the  epithelial  cells  of  the  alveoli  (jiseudostomatous 
tissue).  X 220  diain. — Klein,  Anatomy  of  LymiAiatic 
System,  part  ii.  pi.  iii. 


Fig.  29. — From  Klein.  Section  through  guinea-pig’s  lung 
injected  with  nitrate  of  silver,  a,  branch  of  pulmonary 
artery  ; b,  lymphatic  vessels  in  connection  with  (c)  inter- 
alveolar lymijh-siiaces  or  the  lymjih-canalicular  system. 
— Klein,  Anatomy  of  Lymphatic  System,  jiart  ii.  pi.  iii. 
X 150  diam. 


Fig.  28. — From  Klein.  From  the  same  lung  as  Figs.  30 
and  31,  showing  the  lining  epithelium  of  the  alveoli 
between  three  small  holes — pseudostomatous  canals. 
See  Fig.  29. 


Fig.  30. — From  Klein.  From  the  same  lung  as  Fig.  22, 
showing  the  interalveolar  lynijih-spaces  in  the  surface 
view.  X 150  diam. 


Fig.  31.— From  Klein.  Longitudinal  section  through  small  bronchus  of  a 
guinea-i^ig’s  lung,  a,  ciliated  eiiithelium  ; b,  circular  coat  of  unstriised 
muscles  transversely  cut ; c,  lymjihatic  follicles  belonging  to  wall  of  lym- 
phatic vessels,  d;  e,  oranch  of  jjulmonary  artery;  /,  lymjihatic  vessels; 
g,  the  same  filled  with  granulated  material  (coagulated  jilasma).  In  some 
of  the  lymiihatic  vessels,  clusters  of  lymiih-corjiuscles  are  to  be  found. 
— Klein,  Ajiaiomy  of  Lymphatic  System,  part  ii.  pi.  i. 


Fig.  32. — From  Klein.  Section  of  epi- 
thelium of  bronchus  of  a rabbit,  a, 
epithelium  with  intra-epithelial  nu- 
cleated cells.  Pseudostomatous  cells 
in  connection  with,  b,  nucleated  cells 
of  sub-eiiithelial  connective  tissue. 
Klein,  Anatomy  of  Lymphatic  System, 
part  ii.  pi.  iii.  x 300  diam. 
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ligamenta  pulmonum  ; others  join  tlie  perivascular  lymphatics.  These  perivascular  lymphatics  have 
their  rootlets  iu  the  walls  of  the  alveoli.  Some  iuvagiiiate  both  the  arteries  ami  veins ; others 
‘ form  a dense  plexus  of  intercommunicating  sinuses  around  the  larger  branches  ’ (Klein). 

The  peribronchial  lymphatics  lie  in  the  outer  sheath  of  the  bronchi.  They  anastomose  with 
the  perivascular  lymphatics,  and  communicate  with  a fine  network  in  the  mucosa,  beneath  which 
are  found  small  masses  of  lymphatic  tissue  (Burdon-Sanderson  and  Kolliker),  and  occasionally  a 
diffuse  reticular  lymphatic  growth  (Klein).  The  former  are  generally  surrounded  by  a dilatation 
or  a lymph-sinus  of  a peribronchial  lymphatic  (Klein).  These  structures  are  found  in  the 
smallest  tubules. 

Immediately  beneath  the  mucosa  of  the  bronchi  are  a series  of  branched,  nucleated  cells  which 
are  in  continuity  with  the  tuberculous  connective  tissue  of  the  mucosa.  These  penetrate  between 
the  epithelial  cells  and  reach  the  surface  by  an  elongated  process  (Kig.  32).  These  inter-epithelial 
connective-tissue  cells  are  considered  by  Klein  to  form  a pseudostomatous  tissue,  and,  though  not 
directly  communicating  with  the  lymphatics,  are  yet  capal)le  of  doing  so  ; and  the  spaces  in  which 
they  lie  are  the  canals  of  communication  between  the  free  surface  and  the  interfascicular  lymph- 
spaces  surrounding  the  connective-tissue  cells  of  the  mucosa.  It  is  by  means  of  these  that  solid 
particles  injected  into  the  l)ronchi  reach  the  lymphatics  and  glands,  ajid  they  may  he  regarded  as 
the  I'ootlets  of  the  lymphatics  in  the  bronchial  wall. 


P N E U M O N 1 A. 


The  illustrations  of  pneinnonia  here  given  are  the  following  : Acute  Pneumonia  (a) 
Red  Hepatisation,  Plate  I.  ; (b)  Grey  or  Suppurative  Ilepatisation,  Plates  II.  and  lY.  tig.  4 ; 
Couqestive  Pneumonia  {Hypostatic  Pneuraoniai) , Idate  III.  ; Broncho GMeiimonm^  Plate  A^.  ; 
Chronic  Pneumonic  Induration^  Plates  lA^.  and  XLII.  ; Interlobular  Pneumonia,  Plate 
XXIV.  fig.  2. 
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ACUTE  PXEUAIOXIA. 

ACUTE  STHENIC  PNEUMONIA;  FIBRINOUS  PNEUMONIA  (VIKCHOW)  ; CROUPOUS 

PNEUMONIA  (KOKITANSKI). 

Plates  I.  II.  and  IV.  fig.  4.^ 

The  first  stage  of  the  process  of  acute  pneumonia  can  have  been  very  rarely  seen  in 
the  primary  disease,  because  death  seldom  or  never  takes  place  until  hepatisation  has 
commenced.  How  rapidly  hepatisation  may  occur  is  shown  by  two  cases  of  Jlirgensen, 
one  dying  within  eight,  and  the  other  within  thirty-four  hours  from  the  invasion,  in 
both  of  which  this  stage  was  reached.'^  It  is  described  by  various  authors  and  system- 
atic writers  as  the  stage  of  ‘ congestion  ’ or  ‘ engorgement,’  but  I am  not  acquainted  with 
any  case  in  medical  literature  in  which  it  is  clear  that  the  condition  described  was  really 
that  of  simple  pneumonia  in  the  first  stage  (with  the  exception  of  a case  by  Rindfieisch 
to  be  presently  quoted).  It  appears  to  me  probable  that  the  descriptions  given  of  tliis 
stage  are  those  of  parts  adjacent  to  hepatised  portions. 

I have  met  witli  one  case  (not  figured)  where  the  lungs  corresponded  to  the  description  given  of 
this  stage,  ljut  I am  not  certain  that  death  was  not  due  to  intense  congestive  bronchitis,  and  there 
is,  as  far  as  I am  aware,  no  ])ositive  proof  attainable  that  in  such  a case  the  morbid  jDrocess  would 
have  developed  into  the  typical  disease,  acute  sthenic  pneumonia.  The  case  was  that  of  a boy, 
aged  12,  from  whom  no  history  could  be  obtained,  and,  owing  to  the  acuteness  of  the  case,  no  notes 
were  taken  during  life.  He  was  admitted,  with  urgent  dyspnoea,  on  the  afternoon  of  October  12, 
1868.  There  was  extreme  cyanosis,  with  sugillations  on  the  face,  hands,  and  feet,  and  the  skin 
was  cold.  The  chest  was  barrel-shaped,  and  the  heart  covered  by  the  lungs.  The  pulse  was  Aveak, 
and  the  respiration  rapid.  The  chest  was  everywhere  I’esonant.  Respiration  was  loud  and  harsh, 
especially  at  leases  ; expiration  was  prolonged,  and  no  rales  were  audible.  He  was  relieved  by  the 
application  of  mustard  poultices  and  by  an  ether  draught,  and  passed  a comparatively  quiet  night. 

* The  Koman  numerals  in  the  text  refer,  in  all  cases,  p.  21()  ct  scq.  The  appearances  in  the  first  case  are  not 

to  tlie  plates.  hilly  described.  Those  in  the  second  are  of  coinjilete 

* Jlirgensen,  CruuqMso  Pnewinonie,  Tubingen,  1883,  hepatisation,  in  one  part  proceeding  to  suppuration. 


u> 


FXUUMOXIA 


On  the  following  morning  he  had  a rigor,  passed  immediately  into  a state  of  collapse,  and  died 
within  two  hours.  Post  mortem,  all  organs  were  healthy  except  the  lungs,  but  the  head  was  gorged 
with  l)lood.  Both  lungs  were  over-distended  in  their  upper  portions.  Both  bases  were  loaded 
with  blood  of  a dark  colour  and  with  much  serosity.  There  were,  in  addition,  patches  of  brighter 
tint,  extending  through  areas  of  from  one  to  two  inches  in  diameter.  Some  spots  of  induration 
(collapse)  were  also  present. 

Stokes  has  given  tlie  most  minute  account  of  the  ‘ first  ’ stage,  as  occurring  in 
the  upper  parts  of  lungs  in  which  consolidation  existed  at  the  base,  in  a child  dying 
of  an  extensive  burn,  and  also  in  acute  phthisis.  He  describes  the  2)ulmonary  tissue  as 
belno;  ‘ drier  than  usual,  not  at  all  eno-org-ed,  as  in  Laennec’s  first  stage,  and  of  a bright 
vermilion  colour  from  intense  arterial  congestion.’  This  appearance,  liowever,  is  more 
likely  to  be  due  to  pulmonary  over-distension  with  collateral  hypermmia,  and  it  is  doubt- 
ful whether  the  part  so  changed  would  have  passed  into  the  state  of  hepatisation. 

'fhe  stage  of  ‘ engorgement,’  Laennec’s  first  stage,  may  be  very  commonly  met  with 
at  the  margins  of  hepatised  portions,  where  it  is  probable  that  this  process  is  proceeding.^ 
Here  the  lung  presents  the  appearance  of  intense  congestion,  almost,  if  not  entirely, 
idmitical  in  character  with  that  seen  in  the  more  solidified  parts  of  PI.  III.  The  lung  is  of 
a dull  red,  and  sometimes  a purplish  colour  ; it  pits  to  the  finger,  and  tears  more  readily 
than  natural,  but  less  easily  than  the  consolidated  part.  It  still  contains  some  air,  but 
in  a variable  degree  and  less  than  natural.  It  is  more  or  less  oedematous — the  amount 
of  serum  varying  in  inverse  ratio  to  the  degree  to  which  hejxatisation  has  advanced — and 
ill  it  spots  and  tracts  of  consolidation  can  be  seen.  The  fluid  expressed  is  more  or  less 
viscous,  but  this  also  varies  with  the  degree  of  hepatisation.  This  fluid  is  intensely 
bloody,  but  contains,  in  addition,  both  large  and  small  cells,  of  the  nature  and  appear- 
ance of  those  hereafter  to  be  described  as  found  in  the  air-vesicles.  This  stage  is  called 
by  some  writers,  and  notably  by  Ilokitanski,  ‘ splenisation.’  liokitanski  states  that  the 
pulmonary  tissue  so  affected  is  diminished  in  volume,  but  it  has  appeared  to  me  that 
when  this  is  the  case,  some  collapse  has  simultaneously  occurred — a condition  common 
in  the  neighbourhood  of  hepatised  parts  at  all  ages,  and  which,  in  childhood,  sometimes 
constitutes  a large  proportion  of  the  consolidated  area. 

Second  stage — Hepatisation  (PL  I.  from,  a patient  ivho  died  on  the  fifth  day). — In  this 
stage  the  lung  has  become  absolutely  solid  from  a fibrinous  solidified  exudation,  mingled 
with  extravasated  blood  in  variable  proportions.  It  contains  no  air,  and  sinks  at  once  in 
water.  The  colour  is  of  a dull  brownish-red  (not  very  accurately  likened  to  mahogany), 
and  becomes  brighter  on  exposure.  This  is  often  mingled  with  a fine  sprinkling  of  a 
greyish-wdiite  colour,  which,  together  with  the  pigment  present,  often  gives  it  a marbled 
aspect.  The  exudation  fills  and  over-distends  the  vesicles,  alveolar  passages,  bronchioles, 
and  even  the  smaller  bronchi,  and  thus  the  lung  is  enlarged  to  the  full  degree  of  inspira- 
tory expansion  and  may  even  retain  the  impress  of  the  ribs.  In  some  cases  the  solid 
exudation  may  extend  to  the  larger  bronchi,  and  simulate  the  condition  known  as 
‘ fibrinous  bronchitis.’  ^ — See  PI.  Va,  fig.  2 (Carswell). 

The  cut  surface  of  the  lung  has  lost  entirely  its  normal  transparency  and  glistening 
appearance.  It  is  dull  and  opaque,  and  presents,  in  addition,  a granular  appearance, 
which  is  due  to  the  filling  of  the  air-vesicles  with  the  exudation.  Casts  of  these,  together 

^ Eindfleisch  (Lehrlmch  der  2^atli.  Geivebelelire,  5te  Grancher  has  termed  this  condition  ‘ Pneumonie 

Airflage,  1878,  p.  378)  describes  a whole  lobe  as  present-  Massive,’  but  it  does  not  ai)pear  to  me  to  be  necessary  to 
ing  this  condition.  He  does  not,  however,  mention  the  hnd  it  a distinctive  name.  {Gaz.  Med.  de  Faris,  1878, 
day  of  the  disease  at  which  death  occurred.  No.  8.) 
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■with  mouldings  of  the  alveolar  passages  and  bronchioles,  may  be  removed  by  scraping 
(Fig.  33).  Some  sernm  still  exudes  on  pressure,  but  it  is  more  opacpie  and  less  in  cpiantity 
than  in  the  prior  stage  ; it  is,  however,  deeply  blood-stained.  The  lung  is  softened  and 
breaks  down  readily  under  the  finger,  and  the  fractured  surface  is 
more  distinctly  granular  than  is  that  of  the  section.  The  vesicular 
structure  of  the  lung  is  no  longer  apparent,  but  tlie  interlobular 
tissue  and  the  vessels  can  still  be  traced.  The  latter  are  frequently 
obstructed  by  fibrinous  coagula. 

The  granular  character  is,  I believe,  present  to  a greater  or  less  degree 
in  all  cases  of  true  red  hepatisation,  hut  in  the  earlier  stages,  and  at  the 
margins  of  parts  -where  hepatisation  is  advancing,  it  may  he  less  distinct, 
and  the  surface  may  be  smooth  and  glistening.  It  is  less  marked  in 
children,  owing  to  the  smaller  size  of  the  air-vesicles,  and  the  statement 
is  sometimes  made  that  the  granular  aspect  is  absent  in  them.  Its 

apparent  absence  is,  I believe,  due  to  the  extent  to  which  collapse  is  33_  _ Moulded  cast  of 

mingled  with  the  pneumonic  portions  ; in  these  it  may  usually  be  perceived,  bronchioles,  infundibula, 
,,  1,  i-i'xi  i--  T IT  11  11  and  alveoli.  From  Eoki- 

but  on  a smaller  scale,  it  the  section  is  scraped,  and  Legendre  ' regarded  tansld  Fath.  Anat.  voi,  iii. 
the  granular  appearance  as  sufficient  to  decide  between  pneumonia  and 

collapse.  In  emphysematous  lungs  this  character  is  often  exaggerated.  Hasse  describes  such  a 
lung  in  which  the  size  of  the  granules  was  so  greatly  increased  as  to  attain  that  of  hemp-seeds. 
They  were  of  a dull  yellow  colour  and  of  the  consistency  of  soft  butter,  and  very  imperfectly  tilled 
small  smooth  cavities  of  irregular  shape.  They  were  seated  in  the  midst  of  grey  hepatisation,  and 
all  transitions  could  be  observed  between  the  granules  occupying  the  dilated  and  those  in  the  un- 
dilated vesicles. In  some  forms  of  acute  pneumonia,  where  the  exudation  is  less  solid  (to  which 
allusion  will  be  made),  the  granular  character  is  less  perfect  and  the  surface  may  be  smooth. 


The  bronchial  mucous  membrane  is  hyperaemic.  The  contents  of  the  tubes  are  com- 
monly a viscid,  blood-stained  mucus.  They  may,  however,  be  filled  with  fibrinous  exuda- 
tion. The  pleura  over  the  hepjatised  lung,  when  the  change  has  reached  the  surface,  is 
almost  always  inflamed,  although  in  varying  degree.  The  membrane  is  always  hyper- 
aemic and  often  ecchymosed,  and  has  lost  its  transparency.  Exudation  first  appears  as  a 
roughening  of  the  surface,  and  this  proceeds  to  the  formation  of  thick  layers,  which  may 
become  puriform,  and  may  be  attended  with  a variable  amount  of  fluid  effusion,  either 
sero-fibrinous  or  purulent.  The  costal  pleura  tends  to  be  secondarily  affected. 

Third  stage — Grey  Hepatisation.^  Plate  lY.  fig.  4. — The  stage  of  ‘ red  hepatisation  ’ 
just  described  passes  very  insensibly  into  that  of  ‘ grey  hepatisation.’  The  bright  red 
colour  gradually  disajipears,  often  in  patches,  and  the  tissue  assumes  a greyer  appear- 
ance, sometimes  still  mingled  with  red,  until  in  rare  instances  a uniform  dirty-grey  is 
assumed,  as  in  the  preparation  from  which  IV.  4 is  taken.  The  granular  appearance  of  the 
lung  is  still  generally  maintained  (as  in  the  figure),  but  this  is  not  always  the  case,  and 
when  much  cedema  is  present — as  occurs  sometimes  in  old  people,  or  in  others  with  en- 
feebled constitutions,  or  when  there  is  albuminuria — the  section  may  be  smooth,  and  even 
somewhat  glistening,  though  still  devoid  of  transparency.  The  softness  of  the  lung  has 
much  increased,  and  it  breaks  down  very  readily  into  a pulp,  and  yields  a thick  opaque 
dirty-grey  fluid.  In  some  cases  of  albuminuria  the  colour  is  even  paler,  and  is  of  a whitish 
tint,  the  surface  being  still  granular.'^ 


' Legendre,  liech.  stir  qikclq.  Malad.  des  Enfance,  1840, 
p.  103. 

Ilasse,  Bis.  of  the  Organs  of  Circ.  and  Bcsj),  Syd. 
Soc.  Trana.  1H4(),  p.  209. 

^ It  oiiglit  to  be  noted  tliat  Laennec  (Ausc.  Media.te, 
2nd  ed.  p.  401)  objected  to  the  term  ‘ grey  hepatisation’ 


as  signifying  many  conditions  and  as  being  Tindistinguish- 
able  from  snjipuration.  It  appears  to  me,  however,  to 
rei>resent  a less  advanced  stage  than  that  in  which  sup- 
puration exists. 

Lancereaux,  Atlas  Anat.  Path.  pi.  xsviii.  fig.  2, 
and  pp.  292-3. 
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Fourth  stage — Suppuration.  Plate  II.  represents  a farther  stage  of  the  changes  which 
occur  in  grey  hepatisation.  This  condition  is  one  in  which  it  is  not  common  to  find  the 
whole  of  the  affected  portion  of  the  lung.  The  illustration  given  is  from  an  unpublished 
drawing  by  Sir  R,  Carswell,  The  colour  is  of  a dirty-greyish  yellow,  the  grey  and 
yellow  being  intermingled  in  spots  and  patches.  (Carswell’s  drawing  is  of  a deeper 
yellow  than  I have  seen  uniformly  diffused.)  Spots  of  pus  frequently  exude  from  the 
bronchi,  and  a dirty-grey  fluid  escapes  abundantly  on  scraping  and  on  section.  The 
granular  character  is  less  marked.  The  most  striking  characteristic,  in  addition  to  the 
change  of  colour,  is  the  extreme  softening  of  the  lung,  which  breaks  down  at  once  into  a 
pulp,  and  this  may  easily  lead  to  the  misapprehension  that  a complete  disorganisation  has 
occurred,  amounting  to  abscess.  The  formation  of  abscess  is  probably  a limited  condition 
of  complete  liquefactive  destruction  of  the  alveolar  walls  during  the  stage  of  suppuration. 
Its  characteristic  is  the  limited  area  in  which  it  occurs. 

The  variations  in  the  appearance  of  acute  pneumonia  depend,  as  already  stated,  on  the 
proportion  of  fibrin  in  the  exudation,  and  in  some  cases  on  the  rapid  breaking  down  of 
tlie  lung.  Among  these  the  most  prominent  are  the  following. 

The  Pneumonia  Serosa  of  Wunderlich,^  or  Pneumonie  (Edemateuse  of  Cruveilhier,^ 
has  been  likened  by  Traube  ^ to  a pleural  effusion  in  which  the  fibrinous  element  is 
wanting.  It  commonly  occurs  in  the  presence  of  general  cedeina.  It  may  be  found  in 
the  state  of  both  red  and  grey  hepatisation,  and  is  distinguished  by  the  large  amount  of 
serum  pervading  the  pulmonary  tissue.  The  surface  is  sometimes  granular,  but  in  many 
cases  it  is  smooth  and  glistening.  This  state  is  met  with  both  as  an  acute  primary 
affection  (when  it  is  most  common  in  aged  persons)  and  also  in  forms  of  secondary  pneu- 
monia. The  differences  between  it  and  simple  oedema  have  been  described  by  Cruveilhier 
as  the  same  as  those  existing  between  an  oedematous  and  an  erysipelatous  limb.  In  the 
mdematous  pneumonia  the  serosity  is  yellow,  and  is  a mixture  of  blood  and  pus  ; the 
tissue  tears  Avith  greater  facility  than  in  simple  oedema.  In  sinq^le  oedema  the  admixture 
of  pus  with  the  serosity  is  absent. 

The  Ichorous  Pneumonia  of  Wunderlich  constitutes  a variety  of  grey  liepatisation, 
in  which  the  exudation  is  unusually  fluid  and  the  lung  breaks  down  with  great  facility. 
It  is  akin  to  gangrene,  but  is  not  truly  gangrenous. 

The  MiCKOSCoric  Appearances  in  acute  pneumonia  consist  essentially  in  the  filling  of 
the  alveoli  of  the  luno;  with  a coao-ulable  exudation  in  which  cells  of  various  forms  are 
imbedded. 

The  Exudation  constitutes  one  of  the  most  marked  features  of  this  process,  but  the 
])i’oportion  which  it  bears  to  other  products  of  inflammation  varies  considerably,  more  so 
than  might  be  inferred  from  the  descriptions  that  are  sometimes  given. 

Cases  of  pneumonia  occasionally  occur,  presenting  the  typical  features  of  the  acute  disease,  in 
Avhich  the  alveoli  are  entirely  filled  with  large  cells  of  the  epithelial  type,  and  little  or  no  fibrinous 
exudation  is  found.  Heitler  ^ has  described  a case  of  this  nature.  Buhl  also  ® has  described  another, 
which,  however,  though  lobar  in  character,  and  with  the  clinical  aspects  already  referred  to,  he  still 
classes  with  ‘ desquamative  pneumonia’  {see  Phthisis).  A coagulable  exudation  also  is  sometimes 
found  in  catarrhal  pneumonia,  and  in  some  cases  of  phthisical  pneiimonia.® 

The  essential  characteristic  of  this  exudation  consists  in  its  spontaneous  coagulation 

' (Spec. Pai/i.  M.  r/fera^ie,vol.  iii.aLth.ii.B,  p.  313 eisegr.  ^ Mittlieilungen  aus  der  Path.  Ins titut  zu  Miinchen, 

Atlas  Anat.  Path.  Corps  Humain,  liv.  40,  plate  4,  1878,  p.  175. 

p.  6.  « Sommerbrodt  (Virchow’s  Archiv,  vol.  Iv.)  produced 

® Oesammelte  Beitrdge,  948,  iii.  311.  lobular  spots  of  fibrinous  pneumonia  by  the  msertion  of 

“ Strieker’s  Wiener  Med.  Jahrbucher,  1874.  perchloride  of  iron  into  the  hmg.  Cornil  and  Eanvier  have 
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into  a network  of  fibres,  showing  its  fibrinous  character,  a condition  which,  with  the 
exceptions  just  alluded  to,  is  rarely  found  in  any  other  of  the  inflammations  and  diseases 
of  the  lung  [see  XXV.  1,  2).  It  is  this  peculiarity  which  caused  liokitanski  to  term  the 
disease  ‘ croupous  ’ ; but  this  name  implies  an  affinity  with  the  diphtheritic  processes,  with 
which,  anatomically  and  clinically,  pneumonia  has  nothing  in  common. 

In  diphtheritic  exudations  in  mucous  inemlu’anes,  the  epithelium  and  often  the  submucous  con- 
nective tissue  are  essentially  concerned,  undergoing  changes  which  cause  them  to  form  part  of  the 
false  membrane,  if  not  of  the  exudation.*  Bayer, ^ indeed,  has  attempted  to  show  that  in  acute 
pneumonia  the  epithelium  of  the  alveoli  undergoes  similar  changes,  Imt  his  observations  have  not 
been  confirmed.  The  large  amount  of  the  exudation,  and  the  rapidity  of  its  production,  as  well  as 
the  freedom  of  the  walls  of  the  alveoli  from  any  destructive  changes,  would  further  militate  against 
any  analogy  between  the  process  in  pneuinonia  and  that  in  croup  or  diphtheria. 

It  is  probable  that  this  exudation  is  derived  from  the  blood,  but  whether  directly,  or  indirectly, 
is  still  open  to  question.  The  causes,  also,  that  determine  its  production  in  such  a preponderant 
degree  as  is  occasionally  observed  in  this  form  of  infiammation,  have  not  been  fully  elucidated. 
Virchow®  believed  that  the  connective  tissue,  from  the  close  relation  wliich  it  hears  to  the  lymphatic 
structures,  is  the  source  of  fibrinous  exudations,  through  a change  in  the  nutritive  process.  He  has 
further  pointed  out  that  the  exudation-processes  of  inflammation  have  a close  aftinity  to  secretions  ; 
that  fibrinous  exudations  are  at  times  more  or  less  interchangeahle  with  those  in  which  a 
material  resembling  mucin  is  formed  ; and  further,  that  all  stages  of  transition,  in  respect  to  the 
qualities  of  the  exudation,  may  be  observed  between  ‘ catarrhal  ’ and  ‘ croupous  ' inflammations.'* 
He  has  lately  asserted  that  the  true  filaunous  character  only  appears  in  the  later  stages  (yellow 
hepatisation)  after  the  breaking  down  of  the  blood-corpuscles.®  Rindfleisch’s  figures,**  however,  show 
that  a true  fibrinous  coagulation  occurs  in  the  earliest  stage.  Buhl  considers  that  when  such  an 
exudation  occurs  on  mucous  surfaces  it  is  the  result  of  transformation  of,  or  l)y,  epithelial  structures. 
Cohnheim  attributes  the  coagulation  to  the  exit  of  the  corpuscles  which  afford  the  fibrogenic  element 
to  the  blood-j)lasma,^  and  the  degree  to  which  this  occurs  varies  with  the  nature  and  with  the 
intensity  of  the  inflammation.  But  the  discussion  of  this  point  of  general  pathology  lies  beyond  the 
limits  of  this  article. 


The  next  most  remarkable  point  is  the  freedom  of  tbe  alveolar  walls  from  any  grave 
participation  in  the  process.  The  capillaries  are  greatly  distended  with  blood  (sec  XXV. 
4),  blit  the  elastic  fibres  show  but  little  alteration,  and  no  cell-growth  or  thickening,  as  a 
rule,  appears  among  them  even  in  the  advanced  stages  of  the  disease.  Bidd,  however,  says 
that  pus-corpuscles  may  be  found  in  the  walls  in  cases  of  purulent  hepatisation,®  and 
Kindfleisch  describes  them  in  this  stage  as  existing  between  the  capillaries.® 

Cell-elements  in  great  abundance  are  found  mingled  with  the  exudation  in  the  solidified 
tissue,  even  in  the  stage  of  red  liepatisiition,  but  they  vary  in  character  in  different  cases 
of  the  disease.  Thus  the  cliaracters  in  a case  of  acute  red  hepatisation  (PI.  L),  dying  on 
the  fifth  day,  are  those  seen  in  XXV.  7,  but  in  large  areas,  they  were  identical  with  those 
shown  in  tig.  3 of  the  same  plate  (pneumonia  fiital  on  the  tenth  day,  and  when  much  of 
the  tissue  ivas  in  a state  of  grey  hepatisation)  ; in  this  the  cells  filling  the  alveoli  have 
almost  entirely  the  character  of  })us-cells,  but  it  also  (fig.  2)  presents  cells  of  another 
character.  Figs.  4,  5,  and  G are  from  a case  of  pneumonia  dying  on  the  twelfth  day,  and 
sliow  cells  differing  somewhat  from  each  of  the  foreo;oinrr. 


also  observed  it  after  the  injection  of  nitrate  of  silver. 
Majvucl  Hist.  Pathol.  2nd  ed.  p.  27. 

' See  Bnlil,  Sitzinn/shcricht  dor  Bnycrischen  Aha- 
deniie,  180.3,  and  Arcldv  fiir  Bioloy  ic,  1803,  vol.  iii. ; also 
Ed.  Wanner, Urc/w'y  der Hcilkundc,  isOO,  vol.  viii.;  and  Otto 
Weber,  I’itha  and  liillroth’s  Ilatidh.  der  Chiriirrjie,  j).  330. 
‘‘  Archiv  derHeiUuinde,  1807  and  1808,  vola.  viii.  and  ix. 
^ GesammeUe  Abhandlunyen,  1850,  p.  137, 


^ See  Sj^cc.  Bath.  u.  Thcraii.  art.  ‘ Enziindung-,’  also 
his  Archiv,  iv.  310. 

^ Charitc-Aniialen,  1875,  p.  739. 

® Lchrb.  Path.  Gewchelehre,  p.  379. 

’ Vorlcsnngen  iiher  Alhj.  Pathologic,  i.  214. 

® Bungoicntzilrulung,  Tuherculuse  und  Schwind- 
sucht,  p.  34. 

“ Lchrb.  der  i)ath.  Geiuehclchre,  1878,  p.  £80. 
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The  general  characters  of  the  cells  found  in  red,  and  also  in  part  in  grey,  hepatisation 
are  depicted  singly  in  XXV.  9,  A. 

§ 1.  A very  large  proportion  resemble  a,  c,  such  as  are  seen  in  ■ntu  in  figs.  2,  5,  and 
7.  They  are  round  cells  with  a single  nucleus,  more  or  less  finely  granular  from  protein 
matter.  The  nucleus  often  shows  a strongly  refracting  nucleolus.  In  many  parts  the  pre- 
ponderating number  are  like  a,  viz.  cells,  measuring  from  -g-jg-jj  inch  to  -aTVo"  ^^^ch  ; the 
size  of  the  nucleus  being  from  4 5 V'o  inch  to  45-go  inch.  Some  of  these  cells  may,  however, 
be  as  small  as  g-g-go?  ^cith  a nucleus  of  yggg-  inch. 

§ 2.  Many  of  these  cells  undergo  pigmentary  changes,  and  they  increase  in  size  during 
the  process,  until  they  form  large  round  cells  like  p and  q,  and  may  attain  the  size  of  yggg 
inch,  the  nucleus  bemg  ygg-g  inch.  The  nucleus  gradually  becomes  obscured  by  the  de- 
posit of  pigment  as  in  q,  in  which  the  obscuration  is  taking  place. 

Pdndfleisch  ' deduces  these  i)igment-cells  from  the  migration  of  pigmented  cells  in  the  interstitial 
tissue,  but  the  manner  in  which  the  pigment  is  seen  gradually  to  increase  in  these  round  cells 
(which  I am  disposed  to  regard  as  derivatives  of  the  epithelium)  induces  me  to  believe  that  it  results 
from  the  transformation  of  blood- pigment. 

Pigmented  nuclei  measuring  4 Jgg  to  4 g^gg  inch,  either  free  in  the  interior  of  the  alveoli 
(fig.  9,  r)  or  scattered  thickly  on  the  walls  (/•'),  may  be  found  in  parts.  In  some  places, 
where  there  has  been  a large  extravasation  of  red  blood-corpuscles,  these  may  be  found 
shrivelling  into  crystalline  forms,  but  I have  not  observed  hmmatoidin  crystals  within  the 
larger  cells  in  cases  of  acute  pneumonia, 

§ 0.  In  a few  rare  cases,  large  cells  may  be  found,  like  5,  /,  measuring  yggg  to  yyV'o 
inch,  and  more  or  less  filled  with  a large  hyaline  nucleus.  It  appears  to  me  probable  that 
this  condition  is  the  result  of  a mucoid  change. 

§ 4.  Large  placoids  like  n,  measnriug  y^ggg  inch,  with  a nucleus  of  yggg,  are  found  in 
all  forms  in  varying  degree.  Sometimes  they  are  more  or  less  granular. 

§ 5.  Cells  showing  multiple  nuclei  are  very  common,  and  are  often  seen  arranged 
in  groups  and  masses.  They  are  sometimes  round  and  finely  granular,  like  g.  The 
cells  measure  from  yggg  to  ygVo  ii^ch,  the  nuclei  from  gg^gg  to  yggg  ; but  in  some  of 
the  cells  of  this  nature  the  nuclei,  lying  excentrically,  measure  only  yyggg  to  yyggo-  ^ 
few  cells  of  a larger  size  (yggg  inch)  m,  are  also  occasionally  found  with  multiple 
nuclei,  the  nuclei  not  being,  however,  increased  proportionally  in  size,  but  measuring 
y-g’gg  iucli.  Ill  otliei’  cases  the  cells  are  not  round,  but  of  a flattened,  epithelioid  ap^iear- 
ance  h ; their  measurements  are,  like  the  bulk  of  yg^gg  to  yg^o  inck- 

§ 6.  Cells  showing  a tendency  to  the  division  of  the  nucleus  are  not  uncommon,  A 
frerpient  type  is  show-n  at  cZ,  wdiere  an  elongated  nucleus  is  seen  constricted  in  the 
middle.  These  cells  measure  yggg  ; the  nucleus,  yggg  in  length  (as  nearly  as  can  be 
calculated)  by  gggg  in  width.  Other  stages  of  fissiparous  division  of  the  nuclei  are 
seen  in  /,  k,  1.  The  cells  average  yggg,  the  nuclei  from  gggg  to  ggVg  inch. 

The  origin  of  these  celbforrns  still  remains  a subject  of  dispute.  Since  Cohnheim’s 
researches  it  has  been  very  generally  believed  that  they  are  entirely  deducible  from  the 
migration  of  the  white  corpuscles  of  the  blood.  Apart,  however,  from  the  evidence 
adduced  b}^  Strieker  ^ and  reaffirmed  by  Buhl,®  that  the  earlier  vie’w  of  the  production  of 
pus  by  endogenous  multiplication  of  nuclei  is  still  tenable,  it  appears  to  me  most  probable 
that  no  small  proportion  of  them  are  derived  from  the  epithelium  linitig  the  alveoli. 

' Lehrh.  der  Path.  Geivehelehre,  p.  381.  ^ In  his  Vorlesung.  allg.  Pathol. 

^ Lungenent^iindung , Tuherculose  und  SchivindsucJd. 
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Direct  evidence  of  endogenous  cell-fonnation  within  the  epithelial  cells  has  been  found  by 
Heitler  ' and  by  Dreschfeld.^  It  has  been  again  recently  studied  l)y  Veraguth  under  the  influence  of 
the  direct  introduction  of  irritants  into  the  lung.  He  finds  that  the  larger  epithelial  cells  are 
desquamated  and  break  down,  and  form  probably  part  of  the  fibrinous  network.  The  smaller  cells 
enlarge,  and  their  nuclei  multiply,  producing  still  smaller  cells,  which  fill  the  alveoli.  This  change 
precedes  the  exudation  of  filirin,  and  Veraguth  seems  to  consider  that  it  is  almost  a necessary  ante- 
cedent to  the  latter,  which  also  occurs  before  the  exit  of  white  corpuscles.  Later,  this  exit  takes 
place,  and  the  alveoli  become  crowded  with  lymphoid  cells. ^ 

Feuerstack,  on  the  other  hand,  denies  the  breaking  down  of  the  larger  non-nucleated  placoids, 
though  he  admits  that  some  are  separated  and  undergo  fatty  degeneration,  hut  he  considers  that  the 
smaller  nucleated  cells  of  the  air-vesicles  are  aljundantly  desquamated.  He  states  also  that  the 
epithelium  is  regenerated  from  the  smaller  cells,  while  Cornil  and  Ranvier  assert  that  this  regene- 
ration takes  place  from  lymphatic  cells  adhering  to  the  wall.'*  Feuerstack  further  states  that  all 
pneumonias  contain  some  fibrinous  exudation,  and  that  the  acute  form  is  distinguished  by  the 
excess  of  this,  which  is  not,  however,  derived  from  the  epithelium.'^ 

The  numbers  of  free  nuclei  (XXV.  9 r)  found  in  some  specimens  niig’ht  indeed 
support  Lionel  Beale’s  view  that  they  are  ‘bioplasts,’  or  masses  of  germinal  matter  which 
have  passed  through  the  walls  of  the  blood-vessels.  Measuring  only  4-jjo  o'  to 
inch,  they  are  smaller  than  white  corpuscles  ; but  they  correspond  closely  in  dimensions 
to  the  nuclei  of  the  medium-sized  cells  (wc  description  of  Bl.  XXY. ),  and  it  appears  tome 
probable  that  in  many  instances  at  least  they  are  set  free  from  the  interior  of  these. 

The  correctness  of  Cohnheim’s  views  has  been  strongly  sup])orted  by  Friedlilnder’s 
researches  on  the  })neumonia  resulting  from  the  division  of  vagi.^  He  asserts  that  the 
alveoli  fill  with  lymplioid  cells,  beneath  which  the  epithelium  may  be  found  intact ; but 
the  forms  met  with  in  Ijolh  catarrhal  and  tiljrinous  ])neumonia  appear  to  show  that  some 
changes  in  the  e})ithelium  likewise  occur,  and  it  is  interesting  to  observe  that,  even  in 
human  lungs  that  appear  otherwise  healthy,  accumulations  of  epithelial-like  cells,  some- 
times with  multi[)le  nuclei,  have  been  found  within  the  alveoli  by  Kblliker,  who  regards 
tliem  as  the  derivatives  of  the  smaller  pavement-epithelium.*^  I think  it  probable  that 
the  larger  cells  (placoids)  iig.  9 ??.,  are  thrown  off  unchanged,  but  that  the  smaller  cells 
intervening  between  these,  and  which  probably  are  destined  to  sup]dy  the  })laces  of  the 
larger  ones,  are  the  source  of  the  cell -proliferation  wdiich  ensues.  The  size  of  some  of  the 
larger  cells  {c  p q ni)  militates  against  the  idea  that  they  are  the  derivatives  of  the  white 
corpuscles,  unless  these  are  greatly  swollen  by  imbibition.  On  the  other  hand,  tlie  dimen- 
sio]is  of  the  nuclei  of  these  are,  in  many  instances,  less  than  those  of  the  wdiite  corpuscles 
which  have  been  said  to  penetrate  within  the  cells,  and  thus  simulate  the  Jiiultiplication 
of  their  nuclei. 

That  a diapedesis  of  the  red  corpuscles  takes  place  is  a matter  of  extreme  probalfflity, 
for  the  ra})idity  of  resolution  is  op[)Osed  to  the  assumption  that  there  is  any  exten^ivc 
ru])ture  of  the  capillaries.  It  is  probable  also  that  a similar  diapedesis  of  the  white  cor- 
]»uscles  occurs,  and  this  may  take  place  to  a varying  amount  in  ditfei-ent  cases,  and  pro- 
l)ably  increases  in  the  later  stages.  AVhether,  however,  they  form  the  source  of  the  balk 
of  the  cells  found  in  the  earlier  stages  may,  I thirdv,  be  considered  somewhat  doubtful. 
Even  throughout  the  whole  })rocess  of  pneumonia,  the  proportion  whicdi  these  corpuscles 

' Strieker’s  Wien.  vied.  Jalirhiicher,  1874.  Mlrroscnpicnl  -Tournal.  18(34,  vol.  xii.  ami  the  Micra- 

* Laurel,  1870,  i.  47.  scoiic  in  Med leine,  ]>p.  ‘477-301. 

■’  Veraguth,  Virchow’s  vol.  Ixxxii.  '<  V nlertmcliuiKjen  iiber  LinirjeneiitrdindniKj,  lierlin. 

^ Manuel  Hist.  Lalli.  ‘2nd  ed.  p.  31.  1873. 

’’  Feuer.stack,  VrrhaJfen  des  LJ/nlheh  der  Lnngen-  * Vcrhaiid.  jdnjs.  mcd.  GescllscJuift  ;:n  Wiir::hunj. 

a.lvcnlcn  bci  der  fibrinbsen  Fncuinunic  (Gotthigor  Diss.  N.  F.  1801,  vol.  x\i. 

1882). 
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bear  to  the  other  cells  is  part  of  the  larger  question  of  pus-formation,  wliich  as  yet  can 
hardly  be  considered  to  be  set  entirely  at  restd 

Red  blood-corpuscles  are  found  in  large  numbers  in  the  exudation  (see  XXV.  6,  d h). 
They  constitute  a prominent  feature  of  the  early  stages  of  red  hepatisation,  and  are  the 
cause  of  the  peculiarity  of  colour  in  the  lung  in  this  stage,  and  also  of  the  red  rusty  tinge 
of  the  sputa.  The  amount  ])resent  varies,  however,  and  in  some  forms  of  the  disease, 
wdiich  may  be  appropriately  termed  ‘ haemorrhagic  pneumonia,’  they  are  in  great  excess 
and  constitute  a large  proportion  of  the  exudation.^  Tliej  lose  their  haematin  by  exos- 
mosis, and  this,  imbibed  by  other  adjacent  cell-forms,  is  the  chief  source  of  the  pigmenta- 
tion observed.  They  sometimes  also  shrivel,  and  form  masses  of  pigment,  which  is 
occasionally  crystalline  hi  the  alveoli  and  in  the  alveolar  walls. 

The  passage  from  the  red  hepatisation  to  the  grey  and  suppurative  forms  is  marked 
liy  the  redistribution  of  the  haimatin  as  just  described,  and  also  by  a gradual  increase 
of  cells  resembling  pus-cells.  A considerable  proportion  of  large  cells  may  still  be  found 
within  the  alveoli,  as  was  the  case  in  the  lung  sliowm  at  lY.  4 (see  also  XXV.  4,  6),  and 
the  change  in  colour  is  due  in  great  measure  to  the  increase  in  number  of  the  cells,  and 
also  to  their  fatty  degeneration.  The  exudation  softens,  and  Rindlleisch  has  stated  that 
it  gradually  acquires  the  character  of  mucin,  behig  precipitated  by  acetic  acid.^  In  this 
stage  resolution  occurs,  and  it  is  probable  that  a large  proportion  of  the  exudation  and  of  the 
fat tily- degenerated  and  broken-down  cells  is  removed  by  absorption,  inasmuch  as  the  physical 
signs  of  consolidation  often  disappear  with  great  rapidity,  sometimes  within  twenty-four 
hours,  without  any  corresponding  increase  of  expectoration.  The  lung,  however,  remains 
softer,  more  oedematous,  and  more  vascular  than  natural,  wdth  a loss  of  elasticity.^ 

Inflammation  of  the  lymphatics  of  the  lung  is  described  by  Cornil  and  Ranvier  as 
attending  acute  pneumonia,  and  they  may  be  so  distended  by  exudation  as  to  bear  con- 
siderable resemblance  to  the  pulmonary  alveoli.® 


ACUTE  CATARRHAL  PXEUMOXIA,  OR  BRONCHO-PNEUMONIA. 

'LOBULAR,'  ‘DISSEMINATED,’  OR  ‘VESICULAR,’  PNEUMONIA. 

Plate  V.  figs.  1,  2,  and  3. 

The  anatomical  distinction  of  other  forms  of  pneumonia  from  the  acute  fibrinous  type 
is  at  times  a problem  of  considerable  difficulty.  By  some  authors  the  definition  has  been 
made  to  depend  on  the  character  of  the  exudation,  and  on  the  cell-forms  found  in  the 
interior  of  the  alveoli,  but  neither  of  these  tests  is  universally  applicable,  since  fibrinous 
exudations  may  occasionally  be  found  in  pneumonia,  however  this  has  commenced,  and  the 
types  of  cells  filling  the  alveoli  are  also  liable  to  considerable  variation.  This  question 
will  be  discussed  later,  and  it  appears  desirable,  for  its  more  complete  elucidation,  that 

^ See  Peris,  Lehrb.  allg.  Pathol.  1877.  ’ Lehrh.  patliol.  Gewebelehre,  1878,  p.  381. 

^ Cornil  and  Kanvier,  Manuel  Hist.  Path.  ii.  114,  ^ I have  found  this  after  three  weeks  has  elapsed  from 

state  that  in  the  pneumonia  of  the  horse,  the  effusion  of  the  date  of  resolution, 
blood  is  so  extreme  as  to  resemble  pulmonary  apoplexy.  * Manuel  Hist.  Path.  2nd  ed.  ii.  121. 
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the  simplest  type  of  catarrhal  pneumonia  should  first  be  considered — viz.,  that  arising 
from  extension  of  inflammation  from  the  bronchial  tubes  to  the  alveoli  of  the  Inng.^  This 
pneumonia  is  essentially  a lobular,  vesicular,  or  infundibular  inflammation  ; nevertheless, 
by  extension  of  the  process  or  in  consequence  of  certain  special  conditions,  it  may  spread 
over  larger  areas  and  even  become  lobar  or  ‘ pseudo-lobar.’  It  is,  in  all  cases,  a secondary 
process.  The  pneumonia,  instead  of  being  a primary  affection  of  the  lung- substance,  is  a 
result  of  bronchitis,  whether  this  is  idiopathic  or  the  consequence  of  an  acute  fel^rile 
disease,  such  especially  as  measles  and  whooping-cough,  or  affections  that  have  a tendency 
to  implicate  the  bronchi,  such  as  variola  and  diphtheria.  The  lungs  in  this  condition 
present  very  varied  appearances.  These  are  chiefly  due  to  the  co-existence,  with  the 
bronchial  and  alveolar  inflammation,  of  collapse  (either  pure  and  simple,  or  followed  by 
secondary  congestion  and  hepatisation),  to  emphysema  in  other  portions,  and  to  dilatations 
of  the  bronchi. 

The  islets  of  lobular  pneumonia  are  those  to  which  attention  is  now  specially  directed. 
These  are  seen  in  V.  2 and  3.  Fig.  2 is  from  an  unpuljlisbed  drawing  by  Sir  R.  Carswell,  to 
which  no  further  description  is  appended  than  ‘ Rnemnonia  in  Child  affected  with  Measles,’ 
but  it  admirably  represents  the  appearances  often  seen  in  this  form  of  pneumonia.  Fig  3 
is  from  Case  4 (^Tanner^. 

The  extension  of  the  inflammation  to  the  pulmonary  tissue  is  indicated  by  spots  of 
consolidation  varying  in  size  from  a twelfth  to  a quarter  of  an  inch  in  diameter,  but 
sometimes  only  affecting  a fcAv  vesicles,  and  possibly  even  infundibular,  so  as  only  to  be 
recognised  by  the  microscope.''^  These  spots,  in  their  early  stages,  are  slightly  prominent, 
of  a dull  red  colour,  and  often  finely  granular  ; corresponding  very  closely  i]i  their  aspect 
with  that  of  red  hepatisation  in  the  adult.  The  granular  a[)pearance  is,  however,  often 
indistinct,  and  these  areas  can,  at  first,  be  distinguished  from  nodules  of  lobular  collapse 
only  by  the  impossilnlity  of  insufflating  them.  This  lobular  collapse  indeed  sometimes, 
but  not  always,  forms  tlie  first  stage  of  the  inflammatory  process,  in  the  manner  subse- 
quently to  be  described  in  detail.  A further  distinction  between  pneumonic  spots  and 
collapsed  lobules  is  that  the  former  are  soft,  and  easily  broken  down  by  pressure.  They 
assume,  apparently  very  quickly,  a duller  grey  or  yellowish  tint  (V.  2),  the  ‘grey 
hepatisation  ’ of  authors.  In  this  stage  they  are  still  very  sliglitly  prominent,  but  in  this 
respect  different  islets  may  vary.  Some  are  tolerably  well-defined,  Avhile  others  fade  at 
their  margins  into  the  surrounding  tissue.  The  degree  of  their  prominence  depends  very 
much  on  whether  or  not  adjacent  lobules  are  comja’essed  and  collapsed,  or  whether  they 
still  contain  air  and  are  congested  [see  XXVI.  1,  2).  These  islets  are  incapable  of  in- 
sufflation and  sink  in  water.  They  tend  to  become  confluent,  and  then  form  indistinctly 
racemose  groups  ; the  racemose  character  is  less  marked  than  in  tubercle,  OAving  to  the 
absence  of  induration  in  the  peri-alveolar  tissue,  and  it  is  chiefly  indicated  by  the  irregu- 
larity of  their  outlines.'"^ 

The  islets  of  genuine  vesicular  pneumonia  are  indifferently  scattered  throughout  the 
lungs,  but  they  are  most  abundant  in  tlie  middle  and  lower  loljes.  Those  that  are  secon- 
dary to  the  process  of  collapse,  presently  to  be  described,  are  chiefly  met  with  in  the  loAver 

’ It  is  impossible  for  any  author  to  enter  upon  a de-  and  l\y  Ziemssen  (Plcuritis  und  Pnmimonie  im  Kinde- 
scription  of  this  form  of  pneumonia  without  expressing  saltcr,  ISerlin,  iSG'i.) 

his  obligation  to  the  exhaustive  description  given  of  it  l>y  - Colberg,  Deidsch.  ArcMv  Min.  Med.  ISGfi,  vol.  ii. 

Larthez  and  Killiet  in  their  Maladies  des  Enfaufs  (2nd  ^ It  must  here  be  remarked  that  many  of  the  cases 

ed.  185d),  to  which  little  of  importance  has  been  since  of  broncho-pneiiuionia  in  childhood  are  comi)lica.ted  by 
added,  although  valuable  and  instructive  descriptions  tubercle,  and  tins  complication  involving  a growth  in  the 
have  been  afforded  by  Bartels  (Yu’ch.  Arcliiv,  vol.  xxi.)  alveolar  walls,  gives  to  the  islets  of  such  broncho-pneu- 
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lol)e  and  in  the  anterior  part  of  the  left  upper  lohe.  In  their  later  statues  they  appear 
capable  of  softening’  into  a purnlent  detritus,  forming  the  grains'  jaunes  of  Barthez 
and  Rilliet,  and  tliey  may  contril)ute  to  the  formation  of  the  larger  purulent  spots,  the 
‘vacuoles’  of  French  authors.  To  both  of  these  appearances,  reference  will  be  made 
later. 

The  confluence  of  these  spots  may  give  rise  to  the  infiltration  of  larger  areas  Avith 
pneiunonic  consolidation — the  pseudodobar  form.  From  the  great  rapidity  with  which 
consolidation  sometimes  occurs  (as  in  the  cases  shown  at  V.  1 and  4)  it  is  probable  that  this 
]Aseudod(jbar  form  may  also  arise  independently,  and  as  a more  diffuse  process,  l^y  the 
direct  im])]ication  of  the  pulmonary  tissue.  Its  most  common  origin,  however,  is  by  the 
<levelopment  of  pneumonic  consolidation  in  portions  of  collapsed  lung,  by  means  of  a pro- 
cess hereafter  to  be  described. 

The  conditions  of  the  bronchi  and  lung-tissue  that  accompany  acute  bronchitis  in 
childhood  arc,  however,  manifold,  and  give  rise  to  much  complexity  in  the  appearances 
observed  and  to  corresponding  variations  in  their  description  by  different  authors.  The 
bronchi  are  intensely  inflamed.  The  mucous  membrane  is  swollen,  thickened,  and  highly 
congested  ; punctiform  extrav^asation  is  observed  in  numerous  places.  The  whole  wall 
also  tends  to  undergo  thickening,  so  that  the  cut  orifices  of  the  tubes  stand  out  promi- 
nently from  the  surrounding  tissue.  They  are  commonly  loaded  with  secretion,  sometimes 
mucoid,  but  more  commonly,  in  fatal  cases,  fluid  and  pnriform.  The  tubes,  in  some 
instances,  may  appear  almost  filled  with  this  secretion,  but  in  other  cases  it  is  scanty  and 
may  be  almost  absent  in  the  smaller  branches.  In  cases  of  some  duration,  it  becomes 
thickened  and  inspissated,  filling  the  tubes,  and  capable  of  being  expressed  in  lumps  ; in 
some  instances,  when  the  smallest  tubes  are  thus  obstructed,  they  may  form  a network  of 
yellow  lines  on  the  cut  surface  of  the  collapsed  but  pale  tissue  of  the  lung.^  The  tnbes  are 
almost  invariably  dilated  ; in  those  of  the  third  and  fourth  divdsions  the  dilatation  is  generally 
similar  and  fusiform,  but  in  the  smaller  bronchi  it  tends  to  the  globular  shape  (see  Y.  3). 
This  dilatation  may  be  so  uniformly  diffused  as  to  give  the  whole  lung  a cribriform  aspect, 
or  an  appearance  as  if  it  contained  numerous  cavities,  and  near  the  surface  of  the  lung  the 
bronchi  may  have  a diameter  of  two-fifths  of  an  inch  (Barthez  and  Rilliet).  In  some  cases, 
the  globular  dilatation  contrasts  remarkably  with  the  narrowed  portion  of  the  tube  from 
which  it  springs.*'^  These  globular  dilatations  may  vary  in  size  from  a millet-seed  to  a 
hemp-seed,  or  even  a filbert,  but  the  larger  cavities  are  usually  the  result  of  a more  com- 
plex process,  involving  the  destruction  of  the  alveolar  walls  of  the  terminal  infundibula. 
They  are  filled  with  puriform-looking  flifid,  which  esca])es  on  puncture,  and  they  may 
form  prominences  on  the  surface  of  the  lung,  which  appear  yellow  through  the  covering 
pleura.  They  are  rare  in  cases  dying  within  the  first  week,  but  are  common  if  the  disease 
has  lasted  for  a fortnight  or  more.  It  is  further  to  be  remarked  that  this  acute  dilatation 
of  the  l^ronchi  in  recent  inflammation  of  the  tubes,  is  much  less  common  in  adult  life  than 
in  childhood.  Its  greater  frequency  in  the  earlier  periods  of  life  is  iDrobably  in  part  due 
directly  to  the  intensity  with  which  the  inflammation  attacks  the  Ijronchial  walls,  in  part 
also  to  the  more  yielding  character  of  their  tissues,  for,  as  observed  by  Bartels,^  there 
may  be  a cylindrical  dilatation  associated  with  simple  thinning  of  the  walls,  which  are  then 
membranous  and  transparent.  That  it  is  not  limited  to  childhood,  but  may  also  be  found 
in  more  advanced  life,  will  be  stated  hereafter. 

monia  a greater  degree  of  prominence  than  is  observed  in  ^ Ziemssen.  Pleuritis  und  Pneumonic  im  Kindesalter. 

pure  forms  of  the  disease.  ® Die  hdatige  Brdune,  Jjeutsch.  Arch.  Min.  Med.  1867, 

‘ Bartels,  Virchow’s  Archiv,  sxi.  81.  ii.  388. 
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Collapse  of  the  lung  is  a very  constant  accompaniment  of  the  condition,  and  in  addition 
may  lead  to  pneumonic  changes.  Its  presence  and  the  changes  that  ensue  in  parts  of  the 
lung  thus  affected,  have  been  the  chief  causes  of  the  varying  descriptions  given  by  different 
authorities,  and  also  of  the  diverse  interpretations  attached  to  the  appearances  observed. 

It  is  first  met  with  at  the  bases  posteriorly,  where  it  forms  sunken,  wedge-shaped 
areas,  with  the  base  of  the  wedge  at  the  lower  margin  of  the  lung,  and  the  apex  extend- 
ing upwards.  These  are  sunk  below  the  surface,  and  at  first  are  of  a bluish  or  purple  tint. 
On  section,  the  surface  is  smooth  and  glistening,  and  the  interlobular  septa  are  distinct  ; 
in  the  early  stages  it  is  elastic  and  resists  pressure,  but  it  sinks  in  water.  In  addition  to 
these  characters  it  is  at  once  distinguished  by  the  fact  that  its  normal  aspect  is  restored 
on  insufflation,  although,  owing  to  its  containing  more  blood  than  the  sound  lung,  tins 
process  gives  it  a brighter  colour  than  the  adjacent  tissue.  Later,  it  becomes  oedematous 
and  pits  on  pressure,  but  can  still  be  insufflated. 

Tlie  collapse  is  not,  however,  limited  to  the  bases.  It  may  also  occur  at  the  apices, 
though  these  are  more  commonly  the  seat  of  emphysema.  Islets  and  spots  may  also 
be  found,  with  the  same  characters,  scattered  throughout  the  lung,  and  it  is  very 
commonly  met  with  at  the  anterior  margin  of  the  left  upper  lobe  where  this  overlaps 
the  heart. 

In  the  latter  situation  another  appearance  is  common,  which,  however,  may  be  found 
in  all  cases  of  collapse  of  long  standing  in  parts  in  which  pneumonic  changes  have  not 
occurred.  In  this  condition  the  lung  is  hard,  resistant,  and  lobulated.  It  has,  in  fact,  re- 
turned to  and  assumed  the  appearance  of  a racemose  gland,  resembling  the  tissue  of  the 
pancreas^  {see  XXL  2,  from  Cruveilhier).  The  interlobnlar  septa  are  very  proujinent 
and  appear  thickened,  but  the  lung-tissue  is  pale,  almost  white.  There  is  an  entire 
absence  of  any  sign  of  exudation  into  the  vesicles  in  many  parts,  although  among  tliem 
there  may  be  found  pneumonic  spots  and  also  some  vesicles  containing  air.  It  appears 
as  if  the  walls  of  the  vesicles  were  agglutinated  together  ; they  cannot  be  inflated  without 
great  difficulty,  and  sometimes  cannot  be  inflated  at  all,  but  this  is  possibly  due  to  tlie 
complete  closure  of  the  bronchi  leading  to  them.  The  condition  of  collapse  is  very 
frequently  the  first  stage  in  the  production  of  subsequent  pneumonic  processes,  although 
this  does  not  appear  to  be  common  in  the  state  of  induration  last  described. 

The  pneumonia  which  occurs  in  collapsed  portions  is  usuall}^  of  a diffused  type,  but 
tends  to  extend  gradually,  so  that,  while  some  tracts  appear  consolidated,  portions  are 
still  capaldeof  insufflation.  In  some,  it  occurs  through  an  extension  of  the  condition  just 
described  as  frequently  present  in  the  islets  of  loljular  consolidation — the  condition  that 
may  be  recognised  in  the  collapsed  area  by  the  greatei*  prominence  of  the  islets,  by  their 
opacity,  and  by  their  greyish-yellow  or  whiter  tint.  It  may  apparently  occur  without 
the  intervention  of  collapse,  though  this  may  be  superadded,  and  ma}"  also  in  some  cases 
possibly  precede  it. 

In  many  instances  it  takes  place  in  the  manner  descriljed  by  Bartels  and  Ziemssen. 
through  the  medium  of  an  intenser  congestion,  followed  by  oedema,  which  occurs  in  the 
collapsed  parts.  To  this  the  term  ‘ splenisation  ’ is  applicable,  while  the  term  ‘carnisation  ’ 
more  appropriately  expresses  the  firm,  resistant,  airless  condition  of  simple  collapse.  In 
this  state  of  ‘ splenisation  ’ the  lung  is  gorged  with  bloody  serosity,  has  lost  its  elasticity, 

’ Hir  Janies  Aldcrson,  Med.-CJiir.  Trans.  1830.  Fuchs  could  be  inllated,  but  I have  found  this  impossible  in  some 
{Die  Bronchitis  dcr  Kinder,  1840)  terms  tliis  change  cases. 

Driisenartujc  Verhdrtung.  Fuchs  stated  tliat  these  parts 
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and  has  become  somewhat  more  friable.  It  is,  however,  capable  of  imperfect  sufflatioii, 
though  in  variable  degrees.  It  cannot  be  regarded  as  the  subject  of  pneumonic  consoli- 
dation, for  the  congestion  and  oedema  observed  are  probably  in  great  measure  mechanical, 
and  due  to  the  impediment  to  the  passage  of  the  blood — an  impediment  caused  both  by 
the  state  of  collapse  and  also  by  the  absence  of  the  alternate  movements  of  expansion  and 
retraction  which  largely  favour  the  free  circulation  in  the  pulmonary  tissue  in  a state  of 
health.  The  oedema,  and,  to  a less  degree,  the  congestion,  tend  to  spread  beyond  the 
collapsed  portions,  but  the  latter  may  usually  be  distinguished  by  the  greater  depth  of 
colour,  and  also  by  the  fact  that  the  serosity  exuding  from  the  former  is  mingled  with 
air  ; such  parts,  moreover,  float  in  water,  though  they  will  often  sink  after  being  pressed 
between  the  thumb  and  fingers.  The  occurrence  of  inflammation  (by  the  products  of 
which  the  air-vesicles  are  again  distended)  is  marked  by  the  sunken  portions  regaining 
their  normal  level.  The  elevation  may  have  been  already  in  part  effected  by  the 
changes  last  noted,  but  it  now  occurs  to  the  extent  of  full  expansion.  The  dark  colour 
of  congestion  becomes  paler  ; the  areas  are  dull  and  opaque  ; the  surface  feels  moi'e 
solid,  but  is  at  the  same  time  more  friable,  breaking  into  a pulp  under  the  fingers.  The 
serosity  also  is  clouded  and  sometimes  even  milky.  The  interlobular  septa  have  disap- 
jjeared.  The  surface  is  uniform,  and  Avhen  the  process  is  complete,  the  section  presents 
an  ap])earance  little  distinguishable  from  that  of  ordinary  red  hepatisation,  except  that 
within  it,  islets  of  air-containing  tissue  are  not  unfrequently  found,’  that  the  dilated  bronchi 
and  spots  of  collapse  are  mingled  in  the  section,  and  that  the  tissue  tends  more  rapidly 
to  assume  a duller  grey  colour.  A finely  granular  surface  is  sometimes  seen  when  the 
section  is  scraped,  but  this  is  not  always  apparent  {see  V.  1). 

A point  of  considerable  importance,  and  one  which  seems  to  distinguish  inflammatory 
changes  of  the  air-vesicles  from  both  collapse  and  s[)lenisation,  is  that  whenever  the  former 
reaches  the  surface  in  a lobular  or  in  a more  diffused  area,  the  ]fieura  becomes  implicated 
in  a very  large  proportion  of  cases  (though  not  in  ail).  It  loses  its  transparency,  presents 
increased  injection,  and  rapidly  becomes  covered  with  a film  of  fifise  membrane.  On  the 
other  hand,  both  in  collapse  and  splenisation,  the  pleura  retains  its  translucency,  though 
showing  the  congestion  beneath  and  sometimes  sharing  in  it  (as  is  shown  by  punctiform 
ecchymoses)  while  false  membranes  are  absent.  Over  bronchial  dilatations,  there  may  or 
may  not  exist  plastic  pleurisy. 

1 hemorrhagic  ecchymoses  are  very  common  in  some  forms  of  broncho-pneumonia. 
They  are  most  almndant  under  the  pleura,  but  are  found  also  in  the  pulmonary  tissue. 
They  occur  in  measles,  whooping-cough,  diphtheria,  influenza,  and  also  in  the  pneumoina 
artificially  produced  by  secti(m  of  the  vagi.“  In  some  cases  they  may  form  considerable 
extravasations  or  infarcts,  varying  in  size  from  a pea  to  a hemp-seed  or  walnut.^ 

Another  change  attending  tins  process  is  the  rapid  production  of  vesicular  emphysema 
in  the  non-collapsed  and  non-hepatised  portions.  The  over-distension  of  the  vesicles 
sometimes  occurs  between  and  around  scattered  nodules  of  collapse  ; it  may  also  some- 
times be  found  in  the  middle  of  larger  areas,  where  the  emphysema  is  distinguished  by  its 
paler  aspect  and  by  its  prominence.  It  occurs  also  to  a marked  degree  at  the  apices  and 
throughout  the  upper  lobes,  es})ecially  at  their  anterior  margins  ; these  lobes  are  some- 
times uniformly  distended,  and  contrast  markedly  with  the  colla})sed  and  congested 

' This  also  occurs,  it  should  be  remarked,  in  the  acute  Die  Luiujenverandevungen  nach  Lahmung  Her  Nervi 
lobar  pneumonia  of  childhood.  Vagi. 

• See  tioffxoy,  Des  differentes  Formes  de  la  Broncho-  ■*  Bartels,  ‘Die  hiiutige  Hvixwne,'  Deutsch.  Archio  f. 

pneumpnie  (These  d’agregation,  Baris,  1880) ; also,  BT-ey,  klin.  Med.  1807,  ii.  305. 
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condition  of  the  bases.  Hard  nodnles  of  collapse  may  frequently  be  found  among  these 
emphysematons  portions.  In  some  few  cases  interlobular  emphysema  occurs  from  rupture 
of  the  vesicles,  and  is  recognised  by  the  bead-like  nodules  in  the  septa,  whence  they 
commonly  extend  beneatli  the  pleura  and  also  into  the  mediastinum. 

The  concurrence  of  these  conditions — dilated  bronchi  loaded  with  pus,  inflamed 
vesicles  and  nodules,  collapsed  portions  of  lung  passing  into  congestion  and  pneumonic 
consolidation — gives  rise,  by  the  variations  they  present,  to  very  peculiar  appearances.  In 
some  cases,  groups  of  dilated  bronchi,  filled  with  liquid  or  inspissated  puriform  matteiq 
traverse  areas  of  collapse,  and  may  occupy  so  much  of  the  tissue  that  the  lung,  when  dried, 
may  present  the  aspect  of  a honeycomb  ; ^ they  may  also  be  found  in  emphysematous 
])ortions.  SjDots  of  vesicular  pneumonia  may  be  found  in  the  emphysematous  parts,  and 
also  in  the  firmer  lobulated  areas  of  collapse,  as  well  as  in  the  more  uniformly  ‘ carnihed  ’ 
parts,  and  in  those  in  which  congestion  and  cedema  have  produced  the  condition  of 
‘ splenisation.’  On  the  other  hand,  emphysema  and  collapse,  though  tending  to  occur 
in  different  regions  of  the  lung,  may  also,  as  we  have  seen,  be  combined. 

It  must  further  he  remarked  that  in  many  cases,  even  of  ten  days’  or  a fortnight’s 
duration,  very  little  may  be  found  after  death  except  the  dilated  bronchi  filled  with  pus, 
the  ^ [/rains  j mines, ^ and  extensive  areas  of  collapse  and  splenisation,  and  that  tlie  small 
islets  of  lobular  consolidation  may  be  either  absent  or  almost  undiscoverable.  This 
apparent  absence  of  these  islets  of  consolidation  is  sometimes  due  to  their  small  size,  and 
to  their  concealment  by  the  oedematous  swelling  and  congestion  of  the  ‘ splenised  ’ jmrts  ; 
but  in  not  a few  cases  it  would  appear  as  if  death  Avere  due  to  the  bronchitis  and  consecu- 
tive collapse,  without  any  large  extension  of  the  inflammation  of  the  alveolar  tissue.  In 
the  vast  majority  of  cases,  as  noticed  by  Barthez  and  Rilliet,  the  affection  is  bilateral  ; 
but  the  relative  degree  in  Avhich  tlie  two  lungs  may  be  affected  varies  considerably.  In 
some  there  may  be  lobular  pneumonia  on  one  side  and  lobar  on  the  other  ; or  one  may 
be  affected  with  lobidar  pneumonia  and  bronchial  dilatation,  and  the  other  only  Avith 
collapse  and  s])lenisation. 

1 he  llistoioe/n  of  Catarrhal  Fii.emn\>n,ia,  like  its  macroscopic  anatomy,  has  been  the 
subject  of  nuch  dis])ute.  The  chief  discussion  has  been  on  the  question  whether  any  true 
inflammatory  changes  take  place  in  the  lung.  Their  occurrence  Avas  formerly  denied,  as  by 
Behier,''^  and  even  recently  by  Buhl.®  The  latter  has  reasserted  the  opinion  expressed 
l)y  Legendre  and  Bailly  and  by  Fauvel,  and  disputed  by  Barthez  and  Rilliet,'^  that  the 
purulent  fluid  found  in  the  vesicles  has  only  gravitated  from  the  bronchi.  That  this 
occurs  in  connection  with  bronchial  dilatation  is,  I tliink,  highly  probable,  and  I believe 
that  the  ‘ ’ and  the  ‘vacuoles’  of  Barthez  and  Rilliet  owe  their  origin  in 

great  measure  to  this  process,  but  I believe  that  microscopic  examination  is  sufhcient  to 
proA'C  that  inflammatory  processes  take  place  within  the  air- vesicles,  and  concur  in  the 
production  of  the  last-named  conditions.  The  histological  appearances  of  the  lung  shoAvn 
in  V.  3 {Case  4,  Tanner),  are  depicted  in  XXAH.  1,  2,  3,  4.  Magnified  by  a low  poAver 
(figs.  2 and  3),  the  alveoli  and  the  infuiidibula  are  seen  to  be  distended  with  epithelioid  and 
[)yoid  cells,  while  their  walls  are  higlily  injected  and  filled  with  red  blood-corpuscles,  among 
Avhich  some  white  corpuscles  are  seen  here  and  tliere.  In  the  specimens  that  I have 
examined,  I liaA'e  not  seen  a fibrinous  exudation  within  the  vesicles,  although  this  has 

' Graily  Hewitt,  The  Pathology  of  Hoo^nng  Cough,  ^ ISiiIil,  Lu.ngcncntzilndnng,  dr.  1872,  p.  14. 

liondon,  IS.O.'j.  ' See  Mai.  dcs  Enfants,  i.  418,  4111. 

^ liehier,  Clinique  Medicate,  1804. 
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been  observed  by  Damascbino  in  cases  of  wlioopmg-cough,  and  also  by  Baker,  by 
llautenl^erg,  and  by  Cornil  and  Ranvierd 

In  other  parts  the  infundibula  may  be  seen  similarly  distended  by  a mass  of  cells, 
mingled  with  granular  detritus,  as  in  XXYL  1.  I believe  this  to  be  an  infundibulum,  on 
account  of  its  size,  y-i-oth  of  an  inch  in  diameter.  It  is  manifestly  distended,  and  the  tissue 
around  is  collapsed.  Had  it  been  a whole  ‘ acinus,’  or  ‘ ultimate  lobule,’  the  diameter  would 
|)robably  have  been  considerably  more.  All  trace  of  the  alveolar  passages  has  disappeared, 
except  that  the  mass  filling  the  infundibulum  is  broken  up  into  separate  elongated 
})ortions,  which  might  be  taken  for  alveolar  passages  were  they  not  too  small,  their 
average  width  being  only  the  yo ur^h  of  an  inch.  The  pulmonary  tissue  around  these 
distended  infundibida  may  be  found  collapsed  and  hyperaemic,  as  in  fig.  1,  or  groups 
of  terminal  alveoli  and  infundibula  may  be  seen  similarly  distended  with  inflammatory 
products,  as  in  fig.  2, 

In  some  places  the  breaking  down  of  infundibula  could  be  clearly  traced  ; puriform 
masses  resulted,  which  probably  constitute  the  grains  jaunes  of  Barthez  and  Rilliet.  They 
present,  on  a large  scale,  precisely  the  appearances  seen  in  fig.  1,  except  that  the  alveolar 
tissue  appears  to  be  breaking  down  into  detritus.  In  parts  an  infiltration  of  pyoiddooking 
cells  into  the  walls  of  the  alveoli  and  interlobular  tissue  appeared  to  precede  this  change, 
as  described  by  Lebert.'-^  But  I have  not  seen  this,  under  the  circumstances,  proceed  to 
any  material  thickening  of  the  alveolar  walls  ; as  a rule,  these  appeared  to  break  down 
at  once,  and  merge  in  the  infiaramatory  debris.®  The  process  is  akin  to  that  observed  in 
bronchial  dilatation,  and  also  in  the  extreme  forms  of  emphysema,  with  the  exce|)tion  that 
here  the  destruction  of  the  pulmonary  parenchyma  appears  to  take  place  acutely,  under 
the  influence  of  the  inflammation. 

IMuch  discussion  has  taken  place  respecting  the  origin  of  the  cells  that  fill  the  alveoli. 
The  appearances  actually  seen  in  disease  are  strongly  in  favour  of  their  epithelioid  origin. 
This  is  seen  in  XXV.  8,  and  XXYI.  3,  4.  The  two  latter  figures  especially  show  various 
forms  of  alteration  in  the  epithelial  lining.  The  larger  cells  are  mostly  mono-nucleated, 
and  measure  the  g^ji^-yth  to  the  inch,  but,  mingled  with  these,  as  in  XXYI.  2, 

are  smaller  ones,  ranging  from ^th  to  30V0II1  inch.  In  some  cases,  however  (XXV. 
8)  the  cells  are  still  more  distinctly  epithelioid  and  larger,  measuring  from  to 
of  an  inch,  and  multiplication  of  their  nuclei  can  be  distinctly  seen.  Some  alveoli  are 
almost  entirely  filled  with  these  larger  cells,  but  in  others  smaller  forms  predominate  ; and 
this  may  be  observed,  not  only  of  individual  alveoli  in  the  same  specimen,  but  of  different 
cases  in  general — in  some  the  larger  cells  and  in  others  the  smaller  ones  are  more  abundant 
throughout  the  affected  parts.  Friedlander,  from  his  study  of  the  process  of  inflammation 
after  section  of  the  vagi,  expresses  the  opinion  that  the  epithelium  swells  and  is  thrown 
off',  and  that  the  exudation  of  white  corpuscles  forms  the  larger  proportion  of  the  cell- 
growth.  In  this  he  has  been  closely  followed  by  Frey.^ 

The  observations  already  quoted  (see  Acute  Pneumonia,  p.  21)  appear  to  show  that 
a^  large  part  of  the  cell-products  found  in  the  alveoli  are  of  epithelial  origin,  but  that 


^ Damaseliino,  Des  differentes  Formes  de  la,  Pneii- 
munie  Aigue  clicz  les  Enfants,  Paris,  1S67  ; Balzer,  Con- 
tribution a.  I'Etude  de  la  Broncho-pneumonie,  These 
de  Paris,  1878,  p.  22;  Ilautenberg,  Jalirhuch  fur  Kin- 
dcrhcill'unde,  N.F.  1875,  viii.  105  ct  seq.',  Cornil  and 
Eanvier,  Manuel  de  V H istologie  Batliologique,  2nd  ed. 
2111.  09,  107. 

- See  Barthez  and  Piilliet,  i.  419. 


® As  we  shall  hereafter  see,  a large  infiltration  oc- 
casionally takes  iilace  around  the  bronchi. 

Frey,  Lungenverdndcrimgen  nach  Ldhmungen  dor 
Nervi  Vagi,  Leipzig,  1877.  It  may  be  desirable  to  recall 
the  fact  that  Frey’s  observations  aiipear  conclusively  to 
lirove  that  the  iineumonia  following  section  of  the  vagus 
is  essentially  a broncho-iineumonia,  due  to  the  penetration 
of  the  saliva  and  food  into  the  air-passages. 
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probably  a certain  proportion  of  them,  which  varies  in  different  cases,  is  due  to  the 
migration  of  white  corpuscles,  and  that  the  amount  of  these  may  possibly  also  vary  with 
the  intensity  of  the  inflammation,  with  the  degree  of  injury  to  the  walls  of  the  capillaries, 
and  with  the  extent  to  which  the  epithelial  structures  have  also  suffered^  The  view 
upheld  by  Buhl,  and  by  some  other  writers  since  Fauvel,  that  the  contents  of  the  vesicles 
are  due  to  aspiration  from  the  bronchi,  is,  in  the  author’s  opinion,  untenable.^  It  is  not 
improbable  that  in  the  larger  purulent  collections  (vacuoles),  some  gravitation  does  occur, 
but  recent  histological  research  appears  to  show  that  a primary  change  of  an  inflammatory 
type  takes  place  within  the  alveolar  cavities. 

Another,  and  very  interesting  foct,  which  has  been  recently  established  is  the  exist- 
ence of  masses  of  micro-organisms  in  the  sheaths  of  the  bronchi  and  vessels,  and  also 
in  the  alveoli  of  the  lungs  (Figs.  34  and  35).  These  have  been  found  by  Buhl,  Eberth, 
and  Otto  Wyss,  in  the  catarrhal  pneumonia  accompanying  measles,  diphtheria,  influenza, 
whooping-cough,  variola,  and  typhoid.’’^ 


Figs.  34  and  35.— Fig.  34,  micrococci  in  peribronchial  sheath,  and,  tig.  35,  in  interior  of  alveoli.  AE,  alveolar  epithelium 

cells;  BE,  micrococci,  (l^rom  Otto  Wyss.) 


Alferatiom  m the  Bronchi. — Ihickening  and  infiltration  of  tlie  walls  of  the  bi’onchi 
e been  noticed  in  a lai^e  nuniliei  of  cases  of  broncho-pneumonia.  It  is,  in  fact,  to  this 
change  that  their  prominence  and  rigidity  are  in  great  measure  due.  In  some  cases,  as 
described  by  Barthez  and  Rilliet  ^ and  by  Leliert,^  a zone  of  suppuration  may  surround 
the  lironchus.  The  suppuration  may  even  extend  into  the  bronchi  by  lateral  perforation, 
and  tliis,  in  one  case,  appeared  to  me  to  have  commenced  from  the  mucous  membrane. 
The  infiltration  sometimes  invades  the  muscular  coat,  according  to  the  observations  of 
Balzei.  He  states,  also,  that  the  epithelium  is  sometimes  preserved  • Imt  very  commonly 
it  is  desquamated,  and  pyoid  cells  may  be  observed  beneath  it. 


' llalzer  (art.  ‘ llronclio-pnenmonie,’  Diet,  do  Mai.  et 
lie  Chiru.rr/ie  pratiques,  1880,  vol.  xxvii.  and  also  Coiitri- 
liiifioti  d I’Etuilc  de  la  Byoncho-pitcumoiiie,  Baris,  1878), 
has  descrilied  a proliferation  of  the  epithelium  in  the 
‘ splenised  ’ tissue.  x\s  this  often  constitutes  a first  stage 
of  the  ])neumonic  process,  his  observations  can  be  fully 
accepted. 

Ilaniaschino  {Dcs  d if  ('rentes  Formes  de  la  Pneu- 
inouie  Aign'e  ehez  Ics  Fiifants,  Paris,  1807,  p.  31)  has 
(d)served  that  in  some  cases  the  smaller  bronchi  may  be 
I'ound  filled  with  pus,  while  the  air-vesicles  are  crowded 
with  epithelial  cells,  and  he  rightly  argues  that  the 


latter  must  have  originated  in  situ.  Bartels  also  (Die 
hautige  Braune,  loc.  cit.  p.  394)  expresses  a very  strong 
opinion  that  the  lobular  consolidations  in  diphtheria  are 
not  due  to  simide  gravitation  from  the  bronchi,  or  even  to 
a direct  extension  of  the  diphtheritic  process.  The  appear- 
ances of  the  lungs  in  diphtheria  will  be  described  at  a 
subseipient  jiage. 

See  Otto  Wyss,  art.  ‘ Katarrhal-Pneunionie,’  Ger- 
hardt’s  Handhuch  dcr  Kinderliranlihciten,  iii.  75‘i. 

' Loc.  cit.  ]).  439. 

' Klin'ilx  der  Brustl-ranldiciten,  i.  100. 
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x\  large  share  of  the  changes  in  broncho-pnennionia  has  been  attributed  by  Balzer  to  the  j^eri- 
bronchial  changes.  He  api:)ears  to  lay  greater  stress  on  them  than  on  those  which  I have  described 
as  occurring  in  the  terminal  vesicles.  According  to  him  there  is  an  infiltration  of  leucocytes  into 
the  wall  of  the  Ijronchus  as  it  traverses  the  lobule.'  Outside  this  is  a zone  of  hepatisation  of  the 
pulmonary  tissue,  surrounding  the  inflamed  bronchus,  which  constitutes  what  he  terms  the  ‘ true 
peribronchial  nodule  ’ ; in  this  the  alveoli  are  tilled  with  products  of  inflammation,  and  around 
this  again  is  the  collapsed  and  congested  tissue  to  which  he  applies  the  term  splenisation.  Balzer 
thus  appears  to  regard  the  extension  of  the  inflammation  from  the  bronchi  to  the  lung-tissue  as 
a process  of  extension  by  external  contiguity,^  instead  of  regarding  it  as  an  extension  by  continuity 
along  the  inner  surface  of  the  true  terminal  bronchus  into  the  alveolar. 

I am  still  disposed  to  regard  the  latter  view,  which  is  that  hitherto  generally  adopted,  as  the 
correct  one.  It  is  perfectly  true  that  in  many  cases,  both  in  di]flitheria,  in  measles,  and  also  in 
idiopathic  broncho-pneumonia,  considerable  thickening  and  infiltration  can  be  seen  around  the 


Fig.  36.— a,  section  of  the  wall  of  a medium-sized  bronchus  ; a a,  cartilages  ; h b,  glands  ; B,  thick- 
ened perilobular  tissue;  C,  section  of  vessel;  D,  lymphatic;  E,  peri-acinous  connective  tissue; 
a',  b',  a bronchiole  and  an  arteriole  in  the  middle  of  a peribronchial  nodule  of  hejiatisation 
(several  of  these  are  seen  in  the  figure).  F, nodules  of  ‘ splenisation  ’ (collapse  ?).  (From  Balzer.) 


smaller  bronchi,  and  also,  but  to  a less  degree,  around  the  smaller  arteries.  In  some  cases  this 
presents,  very  distinctly,  the  character  of  suppuration.  In  others  it  resembles  the  small-celled 
growth  of  tubercle,  and  in  some  of  these  I think  it  very  probable  that  the  process  has  this  signifi- 
cation, since  tubercular  changes  may  be  excited  in  predisposed  subjects  by  this  form  of  inflamma- 
tion. These  peribronchial  changes  also,  as  observed  by  Balzer,  are  usually  found  in  the  centre 
of  areas  of  pneumonic  infiltration  of  the  alveoli,  and  also  sometimes  in  areas  of  collapse,  but  I 
lielieve  that  the  extension  is,  in  the  majority  of  cases,  from  the  bronchial  surfaces,  and  not  by  mere 
contiguity,  and  that  the  pulmonary  tissue  surrounding  these  inflamed  bronchi  has  been  affected 


‘ Balzer  apparently  uses  the  term  ‘ lobule  ’ as  a name 
for  the  larger  compound  anatomical  element  consisting  of 
many  acini,  for  though  he  describes  these  peribronchial 
spaces  as  ‘ acineusss,’  yet  the  bronchus  does  not  traverse 
the  ‘ acinus  ’ in  the  sense  here  meant,  but  the  ‘ acinus  ’ 
represents  the  termmation  of  the  bronchus  in  the  series 
of  alveolar  passages. 


2 See  Balzer’s  Thesis,  pp.  20,  22,  23.  It  is  true  that 
in  this  article  in  the  Diet,  cle  Med.  et  Chir.  pratiques 
(xxviii.  537)  he  speaks  of  an  extension  of  the  inflamma- 
tion by  continuity,  but  he  appears  to  apply  this  rather  to 
‘ splenisation  ’ than  to  the  lobular  form  of  pneumonia,  to 
which  he  applies  the  term  ‘lobule  peribronchique.’ 
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through  its  own  direct  alveolar  passages,  and  not,  as  a general  rule,  by  lateral  extension  from  the 
inflamed  bronchial  sheath.  But  undoubtedly,  the  possibility  of  the  latter  process  must  he  admitted  ; it 
may  occur  in  measles  and  also  in  diphtheria.*  It  must  also  he  remarked  that  over  considerable  areas 
affected  with  pneumonic  inflammation,  both  in  the  diffuse  and  also  in  the  lobular  forms,  these  peri- 
bronchial nodules  are  not  found,  while  in  some  specimens  the  appearances  are  almost  exclusively 
those  which  I have  figured  in  Plate  XXVI.  showing  that  the  lobular  pneumonia  is  essentially 
infundibular  in  its  nature  and  origin. 

Tire  larger  dilatations  of  the  bronchi,  when  filled  with  pus,  probably  represent  the 
‘ vacuoles  ’ of  Barthez  and  Killiet.  More  discussion  has  taken  place  respecting  the  nature 
of  the  smaller  pimctiform  accumulations  of  yellow  fluid,  the  (jrains  jaunes  of  these 
authors,  and  it  is  not  improbable  that  they  may  be  due  to  diverse  conditions.  Tn  some 
cases  they  may  possibly  be  due  to  pnrrulent  accumulations  in  the  ampullar  dilatations 
at  the  end  of  the  terminal  bronchi,  especially  when,  as  described  by  Barthez  and  Billiet, 
they  are  hard  and  resistant,  contrasting  with  adjacent  islets  of  red  hepatisation,  thougli 
allowing  fluid  to  escape  when  pricked,  and  directly  continuous  with  a bronchus.  But 
in  other  cases,  as  described  by  these  authors,  where  the  fluid  escapes  on  pressure  by 


87.  - A,  an  artery  ; B,  bronchus  containing  pus,  with  the  epithelium  intact ; C,  thickened  peribronchial 
tissue  ; 1)D,  zones  of  hepatisation  (alveoli  tilled  with  tibrine  and  with  globules  of  pus) ; E,  tissue  in  a state 
of  ‘ splenisation  ’ (collapse?).  (From  Balzer.) 

numerous  small  openings,  it  a|)pears  more  probable  that  they  are  due  to  softening  of  the 
infundibula,  such  as  has  been  already  described. 

This  latter  condition  ma}^  also  apparently  give  rise  to  absce.s.ses^  Avhich,  again,  may  have 
a striking  resemblance  to  the  ‘vacuoles  ’ of  Barthez  and  Billiet,  and  it  is  not  improbable 
timt  the  former  may  lead  to  the  latter.  This  would  explain  the  dift'erent  descrijftions  given 
of  vacuoles  ; some  hounded  only  by  the  jfleura,  others  surrounded  by  a wall  and  by  c^m- 
dciised  lung-tissue,  and,  in  a third  class,  forming,  as  already  stated,  directly  around  the 
bronchi.  7\.bscesses  of  the  first  class  may  rupture  into  the  ])leuraand  give  rise  to  pneumo- 
tliorax."  Ihese  variations  in  appearance  account  for  the  different  descriptions  furnished  l)y 
different  writers  of  the  character  of  broncho-pneumonia.  Thus  Gerhardt  and  Bartels  de- 
scribe little  but  the  collapse,  splenisation,  and  subsequent  pneumonic  nodules  and  pneumonic 
areas  ; while  Barthez  and  Billiet  describe  in  addition  the  yelh^w  nodules  and  the  vacuoles. 

' See  ]’>inte].s,  ‘ Ueber  die  hiiutige  Eriiime,’  iJciffarJi. 

Arrli/ij  /iJiii.  Med.  lH(i7,  ii.  4‘C8  (case). 

Balzcf  ( rhese,\).  88)  sfiys  that  these  abscesses  always 


commence  in  the  ])eribronc]hal  alveoli,  and  that  they 
may  occupy  only  the  centre  of  the  lobule. 
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the  difference  being  chiefly  due  to  the  acuteness  of  the  process  and  the  character  of  the 
disease.  The  appearances  last  mentioned,  as  already  stated,  are  found  in  greatest  frequency 
and  intensity  in  whooping-cough,  but  they  are  also  met  with  after  protracted  broncho- 
})neiimonia,  and  after  measles  when  death  is  delayed. 

In  diphtheria  the  process  is  commonly  too  acute  for  the  production  of  ‘ vacuoles,’ 
though  they  may  sometimes  be  observed.^  The  filling  of  tlie  bronchial  tubes  with  exu- 
dation may  be  indicated,  as  Bartels  has  observed,  h}^  leaf-like  figures  on  the  surface  of  the 
infiltrated  lung.  In  many  cases  indeed,  as  this  writer’s  descriptions  show,  nothing  may 
be  found  in  addition  to  the  changes  in  the  bronchi,  beyond  extensive  emphysema,  collapse, 
splenisation,  and  islets  of  lobular  pneumonia  of  a reddish  colour.  The  latter  are  for  the 
most  j)art  confined  to  the  piosterior  pDortions  of  the  lungs,  affecting  the  base  in  a prepon- 
derant degree  if  tracheotomy  has  not  been  p^erformed,  but  they  also  occur  in  the  upp)er 
lobe,  while  the  base  is  less  affected,  in  cases  dying  after  tracheotomy.  In  some  cases, 
it  has  been  observed  by  Balzer  that  the  pDulmonary  changes  are  most  intensely  marked 
around  the  hilus,  and  thence  extend  in  a diminishing  degree  towards  the  poerip^hery. 

The  p^neumonia  of  dipditheria  may,  as  I have  seen,  assume  in  the  adult  a different 
form,  and  Sanne  remarks  that  it  tends  to  pjass  into  grey  hepiatisation  with  a frequency 
unusual  in  the  child.  In  other  cases  it  ap^pDears  as  yelloAv  or  whitish  nodules,  in  the 
midst  of  collapised  tissue  ; these  nodules  are  not  sections  of  the  bronchi  but  islets  of 
vesicular  pAneumonia.  In  other  palaces  grey  or  whitish  or  yelloAvish  spDots  may  be  seen 
dusted  on  a reddish  granular  ground  of  pAneumonic  hepiatisation.  In  other  regions, 
again,  islets  of  consolidation  of  the  size  of  a hazel-nut  are  scattered  through  the  con- 
gested tissue.  Microscopically,  these  lungs  afford  three  sets  of  ap)pearances  in  the  in- 
flamed piarts.  In  addition  to  the  bronchi  filled  with  pus  or  Avith  amorphous  exudation- 
matter,  there  are  areas  Avhere  the  ahmoli  are  filled  with  epoithelioid  cells,  and  where  all 
stages  of  the  enlargement  of  these  may  be  seen.  In  other  palaces,  the  ahmoli  are  filled  with 
a more  amorpAhous  exudation,  akin  to  that  seen  in  the  bronchi,  and  in  these  gravitation 
may  pAOSsibly  liaA'e  occurred,  although  it  is  also  pAOSsible  that  the  appearance  in  question 
may  be  due  to  breaking  down  of  the  cell-forms,  and  ma}/  repA resent  a stage  of  resolution. 
Lastly,  there  are  tracts  where  all  cell-forms  have  disapApeared,  and  a breaking  down  of 
the  stroma  of  the  lung  is  taking  pAlace  by  a p>rocess  analogous  to  that  seen  in  XXXV. 
1 and  0 (^Acute  Tuhercidar  Pneiimonia),  and  which  may  pAOssibly  be  a stage  in  the 
formation  of  ' vacuoles  ’ or  of  abscess. 

In  variola,  I have  found  nodules  of  all  sizes  from  a millet-seed  to  a spAlit  pAea,  soft, 
reddish,  but  tending  to  a yellow  tinge  in  their  centres,  and  in  these  all  forms  of  epAithelial 
change  may  be  observed  within  the  ahmoli.  Some  are  crowded  with  large  epAithelial  cells, 
breaking  down  in  the  manner  that  I have  already  described.  Others  are  filled  with 
pAus-corpAuscles  and  pAyoid  cells,  while  some  nodules  are  almost  exclusi\mly  hmmorrhagic. 
Large  tracts  may  be  here  and  there  found  of  an  amorphous  exudation,  pAossibly  resulting 
from  the  breaking  down  of  cells  as  before  described.  Peribronchial  infiltration  may  also 
be  found  to  a very  marked  degree,  and  yellow  spAOts  consisting  of  pAuriform  collections  in 
dilated  bronchi  may  also  be  observed  in  childhood.^ 

It  has  been  stated  by  Otto  Wyss"  that  one  of  the  most  frequent  terminations  of 
broncho-pneumonia  is  in  caseation.  I must  take  the  liberty  of  expAressing  a doubt  as  to 

^ Sanne,  Traite  de  la  Dplithcrie , Paris,  1877,  p.  83.  a limited  portion  of  the  lung,  he  considers  their  presence 

Steffen,  KliniJc  der  Kindevhra.nklieiten,  j).  ‘294.  to  have  been  accidental. 

Legendre  (i?ec7i.  MaZarZ.  fie  217)  described  them  ^ Gerhardt,  Handbuch  der  Kinderliranklieiten,  iii. 

also  in  variola  in  the  adult,  but,  as  they  were  only  found  in  7 42. 
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this  event  in  the  nncomplicated  disease,  at  any  rate  so  far  as  regards  the  pidraonary 
tissue.  It  is  hardly  mentioned  by  the  other  earlier  authorities  on  the  subject,  nor  have 
I seen  it  apart  from  tubercle.  Wyss  states  that  it  is  most  common  in  scrofulous  and 
cachectic  children,  and  further  adds  that  tubercle  is  one  of  the  most  common  complica- 
tions of  broncho-pneumonia  in  children — a statement  which  requires  further  examina- 
tion by  statistics.  I should  regard  the  occurrence  of  caseation  in  the  lung-tissue,  for 
reasons  hereafter  to  be  stated,  as  an  almost  certain  proof  of  tubercle  in  this  disease  except 
under  the  condition  mentioned  by  Buhl,^  where  it  may  be  simulated  by  micro-organisms. 
It  has  been  proved,  by  the  observations  of  Zierassen,  that  caseous  thickening  may  occur 
in  the  pus  contained  within  the  bronchial  tubes,  but  this  differs  markedly  from  true 
caseation  of  the  pulmonary  tissue.  The  latter  has  also  been  described  by  Ziemssen,  but 
likewise  only  as  occurring  in  scrofulous  and  cachectic  children.  Small-celled  growths, 
identical  in  character  with  those  found  in  tubercle,  may  be  found  in  some  cases  of  measles, 
both  in  the  peribronchial  tissue  and  to  a less  degree  in  the  alveolar  tissue.  I am  dis- 
posed to  attribute  to  these  the  production  of  caseous  change,  although  I believe  they 
are  probably  of  a tubercular  nature,  and  that  the  tubercle  arises  as  a result  of  the 
inflammation  excited  by  the  measles,  probably  also  as  a consequence  of  an  antecedent 
predisposition. 

It  remains  to  say  a few  words  on  the  classification  and  terminology  employed  by 
some  recent  writers  for  the  appearances  observed  in  broncho-pneumonia.  Barthez  and 
Rilliet,  who  first  systematised  our  knowledge  of  this  disease,  described,  in  addition  to 
the  appearances  of  collapse,  ‘ carnification  ’ and  ‘ splenisation,’  a ‘ vesicular  bronchitis  ’ or 
‘ pneumonia,’  and  also  a ‘ disseminated  ’ and  a ‘ generalised  hepatisation.’  These  categories 
appear  to  include  the  whole  of  the  essential  appearances  and  modes  of  origin,  inasmuch 
as  the  ‘ vesicular  ’ pneumonia  includes  the  extension  of  the  bronchitis  to  the  infundibula 
and  alveoli,  while  the  other  forms  may  occur  in  collapsed  portions,  both  lobular  and  more 
or  less  diffuse.  Damaschino  and  Roger  have  added  to  these  terms  that  of  ‘ mammil- 
lation,’  and  have  applied  it  chiefly  to  the  vesicular  form.  It  appears  to  me  that  this 
term  is  better  avoided,  for  the  following  reasons.  In  the  first  place,  the  appearance  of 
mammillation,  as  stated  by  Barthez  and  Rilliet,  is  produced  both  by  the  bronchioles 
which  are  thickened  and  distended  with  pus  (the  grains  jaiines)^  and  also  by  the  consoli- 
dated nodules  of  hepatisation  in  the  midst  of  collapsed  tissue.  In  the  second  place,  the 
islets  of  vesicular  pneumonia  are  not  always  so  prominent  and  firm  as  to  justify  the 
designation.  Lastly,  this  appearance  of  mammillation  is  often  most  marked  in  a con- 
dition which  is  not  inflammatory,  namely,  the  extreme  degrees  of  collapse,  mingled  or  not 
with  emphysema  ; in  this  the  pancreas-like  appearance  is  produced,  anti  to  this  the 
application  of  the  term,  as  designating  a form  of  inflammation,  woidd  be  both  erroneous 
and  misleading.  The  other  a})pellations  of  ‘ pseudo-lobar  ’ and  ‘ lobar  ’ may  perhaps  be 
preserved,  although  their  use  appears  to  involve  no  material  advantage,  and  the  multi- 
plication of  terms  without  special  significance  is,  as  far  as  possible,  to  be  avoided.  The 
essential  point,  it  appears  to  me,  is  to  distinguish  clearly  the  bronchial  from  the 
pulmonary  changes,  and  still  more  to  separate  the  appearances  in  collapse,  and  the 
secondary  congestion  which  often  follows  this  splenisation,  from  the  true  lobular  (acinose) 
inflammation  of  the  alveolar  tissue  of  the  lung.  This  is,  I think,  specially  necessary 
in  relation  to  the  condition  of  ‘ splenisation,’  whether  occurring  in  nodidar  or  in  a 
diffuse  form  ; for,  although  it  may  lead  to  pneumonia,  it  does  not  pathologically  deserve 

' Lungencntaiimhmg  dc.  p.  18.  ^ Diet.  Dncyclopedique  dcs  Sciences  Mcdicalcs,  1870,  vol.  xi. 
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to  be  embraced  in  this  category,  and  its  inclusion  within  it  has  been,  and  even  still 
remains,  one  of  the  chief  sources  of  confusion  in  the  study  of  the  secondary  forms  of 
inflammation, 

For  the  effective  definition  of  pneumonia,  it  appears  to  be  an  essential  condition  that 
the  vesicular  structure  should  be  filled  with  the  products  of  inflammation,  whether  these 
be  desquamated  and  multiplied  epithelial  cells,  or  their  derivatives,  or  fibrinous  or  mucoid 
exudations.  Unless  this  definition  is  adhered  to,  the  study  of  most  pulmonary  diseases 
will  be  obscured  by  various  fallacies.  The  essential  criterion,  in  most  cases  of  doubt,  is 
the  effect  of  insufflation,  which  rarely  fliils  to  rcdistend  parts  where  the  alveoli  are  not 
filled  with  inflammatory  exudation.  Where,  from  obstruction  of  the  bronchi,  or  from 
long  continuance  of  coll.npse,  insufflation  is  impossible,  the  distinction  can  still  commonly 
be  made  by  the  greater  toughness  of  collapsed  portions,  as  Avell  as  by  their  glistening 
appearance,  and,  in  the  majority  of  cases,  by  the  smoothness  of  their  section.  The  latter 
features  are  only  simulated,  in  rare  cases,  by  a pneumonic  infiltration  of  the  serous  or 
gelatiniform  type.  The  application  of  the  test  is  not  unimportant,  even  in  the  early 
condition  of  the  mammillated  islets  in  their  red  stage  (see  ante,  p.  23),  for  many  even  of 
these  are  thus  found  to  be  only  congested  spots  of  collapse. 

Rindfleisch  has  stated,  as  tlie  result  of  his  observations,  that  all  forms  of  pneu- 
monia, including  the  acute  disease  occurring  in  children  under  five  years  of  age,  are  of 
the  ‘ desquamative  ’ variety,  and  therefore  identical  with  the  catarrhal  forms.  The 
significance  of  the  term  ‘ desquamative,’  as  inapplicable  to  any  special  class  or  variety 
of  pneumonia,  will  be  hereafter  considered.  I am  unable,  from  microscopic  research, 
to  offer  any  opinion  on  Rindfleisch’s  statement,  but  some  facts  respecting  the  relation 
of  the  catarrhal  to  the  acute  pneumonia  of  childhood  require,  I think,  to  be  specially 
considered.  One  of  these  is  that  in  typical  acute  apex-pneumonia,  at  early  periods 
of  life,  collapse  takes  place  amidst  and  around  pneumonic  portions  to  a much  greater 
extent  than  is  observed  in  the  adult,  so  that  a large  part  of  the  apparently  con- 
solidated lung  may  be  inflated  ; and  1 think  it  not  improbable  that  in  these  collapsed 
}>arts,  ‘ desquamation  ’ of  epithelium  may  occur,  in  the  same  manner  as  in  the  collapsed 
portions  of  lungs  affected  with  broncho-pneumonia.  Another  point  is  that  in  pneu- 
monia in  the  child,  commencing  suddenly  at  the  apex,  and  ending  in  crisis,  generalised 
bronchitis  may  occur  as  a complication.  The  bronchitis  may  even  run  its  course  to  a 
fatal  termination,  with  dilated  bronchi  and  collapse  of  lung,  after  the  primary  apex- 
affection  has  resolved, — as  shown  both  clinically  and  by  post-mortem  observation.^  I have 
already  attempted  to  show  (in  the  section  on  acute  primary  pneumonia)  that  the  amount 
of  epithelial -like  cells  and  their  derivatives  in  the  alveoli  is,  even  in  the  adult,  subject  to 
many  variations,  and  the  fact  that  the  same  phenomenon  is  observable  in  the  child  is  not 
therefore  surprising. 

Rautenberg  ^ goes  even  farther,  and  asserts  that  fibrinous  exudations  or  leucocytes 
may  be  found  in  the  catarrhal  pneumonia  of  childhood,  and  that,  even  to  the  naked  eye, 
no  distinction  is  possible  between  this  and  the  ‘ croupous  ’ form  ; while  the  same  difficulty 
occurs  in  the  clinical  diagnosis.  Some  cases,  commencing  acutely,  may  end  without 
crisis,  and  vice  versa.  Clinically,  I believe  that  these  variations  may  be  explained  by 
the  facts  which  I have  just  stated  as  coming  under  my  own  observation.  Although 
Rautenberg  is  disposed  to  deny  the  value  of  a distinction  of  the  catarrhal  pneumonia  of 
childhood  from  the  acute  ‘ lobar  ’ form,  I think  that  it  is  one  which  may  yet  be  maintained 

’ See  also  Barthez  and  Rilliet,  p.  480.  ^ Jahrb.  der  Kinderlieilhunde,  N.F.  1875,  viii.  105  et  seq. 
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on  both  pathological  and  clinical  grounds.  At  the  same  time  the  histological  appearances 
cannot  be  made  the  chief  support  of  the  distinction. 

Nearly  the  whole  group  of  pneumonias  excited  artificially  belong  to  the  class  of 
broncho-pneumonia.  It  was  remarked  by  Gendrin/  that  when  an  animal  was  made  to 
breathe  chlorine,  the  lungs  were  filled  with  small  white  nodules  which  were  due  to  exu- 
dation into  the  alveoli,  and  similar  results  were  obtained  by  Bretonneau  from  the  inhala- 
tion of  the  fumes  of  hydrochloric  acid.^  The  changes  observed  by  Cruveilhier  after  the 
injection  of  mercury  into  the  bronchi  (by  which  he  believed  that  he  caused  the  formation 
of  tubercles)  belong  also  to  this  category  ; each  globule  of  mercury  was  surrounded  by  a 
zone  of  pus.^  Other  chemical  and  mechanical  irritants,  such  as  hot  steam, ^ excite  very 
similar  changes,  but  the  appearances  produced  var}^  with  the  intensity  of  the  inflamniji- 
tion  excited.  Thus,  as  Sommerbrodt  remarked, “ simple  blood  injected  into  the  trachea 
produced  only  an  epithelial  desquamation,  while  perchloride  of  iron  gave  rise  to  fibrinous 
exudations  with  the  production  of  leucocytes. 

Similar  ditferences  have  been  observed  by  Dreschfeld and  Veraguth^  in  the  effects 
of  weak  and  strong  solutions  of  nitrate  of  silver.  The  nodules  of  pneumonia  thus 
excited,  as  well  as  those  seen  after  section  of  the  vagus  (which  are  equally  due  to  the 
passage  of  irritating  matters  from  the  mouth  to  the  bronchi)  are  often  apparently  preceded 
by  spots  of  collapse,  sunken  and  bluish,  which  afterwards  acquire  a redder  tint,  and  then 
pass  into  yellowish  spots  (like  those  described  by  Gendrin  and  Bretonneau),  and  which 
may  eventually  soften  into  small  abscesses.  Stronger  irritants,  such  as  ammonia,  produce 
not  only  a membranous  exudation  in  the  trachea  and  bronchi,  as  noticed  by  Reitz, but 
the  lungs,  as  I have  observed,  are  found  studded  with  small  solid  spots,  which  are  not 
prominent,  are  finely  granular,  rarely  exceed  the  size  of  a pea,  and  break  down  into 
abscesses.  When  these  lungs  are  examined  microscopically,  the  alveoli  and  infundibula 
are  found  in  some  places  filled  only  Avith  granular  debris,  in  which  no  cell-structures  are 
apparent.  In  one  specimen  of  this  nature  I found  also  that  an  intense  inflammation 
existed  around  the  larger  and  smaller  bronchi,  which  moreover  were  surrounded  witli 
zones  of  alveolar  inflammation,  resembling  those  described  by  Balzer.  Although  there  was 
large  infiltration  in  the  peribronchial  tissue,  nothing  of  the  kind  could  be  seen  in  the  alveo- 
lar wall,  except  in  places  where  considerable  capillary  extravasation  of  blood  had  occurred. 

Catakriial  Pneumonia  in  the  Adult. — The  characteristics  of  pneumonia  extending 
from  the  bronchi,  as  they  liave  been  above  described,  are  much  more  commonly  met  A\utli 
in  the  child  than  in  the  adult.  One  reason  for  this  depends  probably  on  the  fact  tliat 
acute  attacks  of  bronchitis  are  not  only  more  common  in  the  early  periods  of  life  (partly 
from  their  general  association  with  epidemic  diseases),  but  also  because  they  are  nu)re 
intense  and  more  fatal,  from  the  greater  fiicility  and  extent  with  Avhich  collapse  of  the 
lung  occurs  in  childhood.  Wilks  and  Moxon  have,  however,  recorded  a series  of  cases 
Avhere,  in  an  epidemic  of  measles  occurring  in  the  crew  of  a ship,  the  lungs  of  those 
dying  presented  appearances  identical  with  those  seen  in  the  same  disease  in  childhood.'* 
In  diphtheria  and  variola  the  appearances  seen  in  the  child  and  adult  are  very  similar,  but 
in  acute  bronchial  catarrh  they  are  less  common.  There  is  indeed  occasional  clinical 

( Histoire  Anatomiquc  dcs  Iiijia  ni  mat  ions,  Paris,  ' Heidenhain,  Virchow’s  Archiv,  vol.  Ixx. 

1820,  j>.  302.  ^ Virchow’s  Archiv,  vol.  Iv. 

l)cs  Inflammations  Sjieciales  da  Tissu  Muqucus,  Lancet,  1876,  p.  47. 

Paris,  1826,  p.  100.  ’ Virchow’s  Archiv,  Bel.  82. 

•'  Anat.  Pa.th.  Generate,  iv.  544,  also  Mcdecinc  I’ra-  ® Sitzungsbericht  K.K.  Ahad.  Wissoisch.  1867,  ISial. 

Hqtie  cclaAree  par  V Anatomic  Patlwlogique,  1821,  p.  171,  Wisscnsch.  vol.  Iv. 

ami  Bull.  Hoc.  Anat.  Oct.  1,  1826.  Pathological  Aval.  eel.  1875,  p.  331. 
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evidence,  in  the  course  of  acute  bronchitis  in  middle  life,  that  lobular  extension  to  the 
pulmonary  tissue  has  occurred.  This  evidence  depends  for  the  most  part  on  the  intensity 
of  the  prostration,  on  the  severity  of  the  fever  (102°  to  103°),  or  on  the  puriform 
character  of  the  expectoration  and  the  general  distribution  of  the  secretion,  as  shown  by 
the  abundant  dissemination  of  fine  rales.  But  I have  only  seen  one  such  uncomplicated 
case  prove  fatal  before  middle  life,  and  I have  never  had  an  opportunity  of  verifying  the 
inference  by  post-mortem  observation.  In  advanced  life,  however,  bronchitis  assumes 
more  severe  and  dangerous  forms,  constituting  the  ‘ peripneumonia  notha  ’ of  Sydenham. 
Although  it  frequently  proves  fatal,  either  by  collapse  and  congestion  of  lung  (splenisa- 
tion)  or  by  an  acute  inflammatory  oedema  (the  ‘pneumonia  oedematosa’  of  Cruveilhier,^ 
the  ‘pneumonia  serosa’  of  Traube),  genuine  hepatisation,  as  before  defined,  may  be 
wanting. 

It  is  further  to  be  remarked  that,  as  has  been  noticed  by  most  writers  on  the  diseases 
of  old  age,  bronchitis  is  a more  common  antecedent  or  complication  of  the  pneumonia  of 
advanced  life  than  of  middle  age  ; but  it  is  probable  that  in  a considerable  proportion  of 
these,  the  pneumonia  differs  in  its  essential  character  from  the  acute  primary  form,  and 
cannot  therefore  be  included  in  the  category  of  broncho-pneumonia. Although,  however, 
they  are  less  common,  some  of  the  most  characteristic  features  of  the  broncho-pneumonia 
of  childhood  are  occasionally  met  with  in  old  age,  and  among  these  may  be  mentioned  the 
dilatations  of  the  bronchi  filled  with  puriform  secretion,^  and  also  the  lobular  forms  of 
inflammation.  The  latter,  as  Durand-Fardel  has  remarked,  occur,  for  the  most  part,  in 
the  centre  of  portions  in  that  state  of  engorgement  to  which  the  term  ‘ splenisation  ’ is 
applicable.  While  the  greater  part  of  the  tissue  may  be  insufflated,  these  islets  present 
‘ soft  friable  spots  and  greyish  marblings,  from  which  a sanious  fluid  escapes,  which  does  not 
‘ proceed  from  the  bronchi.  These  isolated  points,  which  the  eye  can  scarcely  distinguish 
‘ in  the  midst  of  the  engorged  tissue,  finish  by  uniting  either  into  isolated  nodules  of  the 
‘ so-called  lobidar  pneumonia,  or  into  true  hepatisations,  which  appear,  as  in  primary 
‘ pneumonia,  smooth  planiforme  ”)  or  granular,  red  or  suppurating.’  Even  when  more 
extended,  as  Durand-Fardel  has  remarked,  this  hepatisation  may  be  distinct  on  insufflation, 
islets  or  tracts,  where  the  air  can  still  penetrate,  are  then  seen  in  the  midst  of  the  con- 
solidated tissue.  This  character  is  not  unfrequently  found  even  in  the  acute  primary 
pneumonia  of  childhood,  which  is  complicated  by  collapse  to  a greater  extent  than  in 
the  adult.  In  the  latter  this  appearance  may  be  taken  as  a tolerably  characteristic  sign 
that  collapse  and  congestion  have  preceded  the  inflammation.  It  is  thus  seen  that  the 
filling  of  the  air- vesicles  with  products  of  infiamniation  occurs  in  the  adult,  as  a secondary 
consequence  of  bronchitis,  in  the  same  manner  as  in  the  child,  but  that  it  occurs  to  a still 
greater  degree  through  the  intervention  of  extensive  collapse  and  antecedent  engorgement, 
and  the  truly  lobular  forms  are  less  commonly  found. 

A large  proportion  of  the  appearances  described  by  the  earlier  writers  as  the  broncho- 


^ Anat.  Path,  du  Corps  Humain,  liv.  40,  pi.  iv.  p.  5. 

- The  datanpven  by  Grisolle  (Traite  de  la  Fneumonie, 
p.  180)  and  other  facts  quoted  by  him  from  Laennec, 
Andral,  and  Chomel,  have  not  their  significance  affected 
by  any  more  recent  clinical  observations.  Grisolle  saj’s 
that  between  the  ages  of  50  and  70,  pneumonia  is  almost 
always  preceded  by  either  an  acute  or  chronic  bronchitis, 
except  in  the  months  of  July,  August,  September,  and 
October.  Lebert  also  (Klwiik  der  Brusthranhhciten, 
1874,  p.  471)  says  that  many  cases  of  acute  pneumonia 
are  preceded  by  bronchial  catarrh,  which,  however,  apjiears 
to  exercise  no  influence  on  the  subsequent  course  of  the 
disease. 


^ Hourmann  and  Dechambre,  Arch.  Generates,  2 
ser.,  xii.  274.  Fauvel  {Arch.  Generates,  3 ser.  x.  p.  279) 
has  also  observed  these  cases.  In  one,  the  terminal 
bronchi  were  dilated  to  small  cavities  of  the  size  of  a pea. 
Another  case  is  recorded  by  him  {Union  Medicate,  1847, 
p.  161),  and  another  is  given  by  Behier  {Conferences 
Clinique  Medicate,  p.  261).  See  also  Durand-Fardel, 
Maladies  des  Vieillards,  p.  475.  I have  likewise  seen  in 
the  lungs  of  an  adult,  dying  of  albuminiyia,  the  whole 
lower  lobe  collapsed,  with  islets  of  pneumonic  consolidation 
surrounding  small  dilatations  of  the  bronchi,  which  were 
filled  with  pus. 

^ Durand-Fardel,  Maladies  des  Vieillards,  p.  484. 
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pneumonia  of  old  age,  are,  however,  simply  conditions  of  collapse.  This  is  probably  true 
especially  of  the  ‘ planiform  ’ variety  described  by  Hourmann  and  Dechambre  (whose 
description  has  been  reproduced  by  most  subsequent  writers),  while  the  form  which 
they  described  as  ‘ intervesicular,’  in  which  the  pus  could  be  removed  by  pressure,  was 
probably  due  to  accumulations  in  the  finer  bronchi. 

That  in  some  forms  of  pneumonia  the  cut  surface  may  be  smooth  instead  of  being 
granular,  has  been  already  stated  in  respect  even  of  the  acute  disease.  It  depends, 
however,  on  the  quality  and  fluidity  of  the  exudation,  and  does  not  per  se  prove  its  special 
origin  as  a catarrhal  affection. 

The  histology  of  the  broncho-pneumonia  of  old  age  has  received  but  little  attention, 
and  I have  not  had  favourable  opportunities  for  investigating  it. 


OTHER  FORMS  OF  ACUTE  PNEUMONIA. 

The  other  forms  of  acute  pneumonia  still  remain  a subject  of  some  obscurity,  and  of  doubt 
with  respect  to  their  classification  ; the  obscurity  is  in  part  due  to  the  terms  employed 
by  some  writers,  in  part  to  the  opinion,  which  has  recently  gained  ground,  that  acute 
pneumonia  is  a disease  of  specific  origin,  and  is  to  be  separated,  not  only  clinically  but 
anatomically,  from  all  other  forms  of  the  disease.^  The  discussion  of  the  clinical  and 
etiological  question  I must  reserve  for  another  work  ; but  it  is  desirable  that  the  ana- 
tomical side  of  the  subject  should  be  considered  as  far  as  possible  apart  from  its  technical 
aspect.  It  may  be  here  remarked  that  in  the  published  cases  of  epidemic  and  pythogenic 
forms  of  the  disease,  which  afford  the  strongest  evidence  for  its  specific  origin,  the  post- 
mortem appearances  and  the  changes  in  the  lung  present  but  little  difference  from  the 
ordinary  acute  forms,^  although  in  some  the  hepatisation  is  distinguished  by  soft- 
ness and  oedema  of  lung,^  and  even  by  a tendency  to  a lobular  character,^  and  in  some  by 
a tendency  to  gangrene.®  The  other  predominant  features  are  a tendency  to  localisation 
at  the  apex,  to  a migratory  character  of  the  inflammation,  to  early  grey  hepatisation,  and 
to  multiple  inflammation  of  the  serous  membranes  and  other  parts, ^ while  in  those  of  an 
erysipelatous  character,  the  fibrinous  quality  of  the  hepatisation  is  even  denied.^ 

It  is,  however,  needful  to  allude  to  two  terms  which  have  recently  been  largely  applied 
to  all  forms  of  pneumonia  not  presenting  the  solid  fibrinous  coagulum  typical  of  the 
acute  disease,  and  have  been  employed,  both  etymologically  and  clinically,  in  an  indefinite 
manner,  without  adequate  proof  of  the  nature  of  the  changes  which  their  meaning  conveys. 
The  first  of  these  is  the  term  ‘ catarrhal  ’ applied  to  all  forms  of  pneumonia  in  which 
the  exudation  has  not  the  character  already  mentioned.  This  term,  as  is  well  known, 
was  extended  by  the  late  Professor  Niemeyer  to  most  forms  of  phthisical  consolidation, 
though  a marked  discrepancy  exists  between  his  descriptions  of  catarrhal  pneumonia  as  a 
substantial  disease,  and  as  occurring  in  phthisis.  Not  a few  writers,  in  following  him,  have 

* See  Jiirgensen,  Ziemssen’sHa?icZi/iic/t,  Bd.  V.  ‘Krank.  Ritter,  Deutsch.  Arcliiv  Idin.  Med.  1880,  vol.  xxv. 

Resp.  App.’  ii.  145.  ^ Chomel,  Diet,  de  Med.  xxv.  180 ; Maclachlan,  Dis. 

Grimshaw  & Moore,  ‘ Pythogenic  Pneumonia,’ and  Injinidtics  of  Advanced  Life,  p.  180. 

Journal  Med.  Science,  May  1875.  ® Kidm,  Deutsch.  Arcldv  klin.  Med.  1878,  vol.  xxi. 

^ Rodman,  America/ti  Journal  Med.  Science,  January  and  Berliner  klin.  Woch.  1879,  p.  552. 

1870.  ^ Strauss,  Uevuo  Mensucllo,  1879,  iii.  695. 
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described  as  ‘ catarrhal  pneumonia  ’ all  forms  of  inflammatory  consolidation  of  the  lung 
in  which  fibrinous  exudation  is  deficient  or  scanty,  and  in  which  the  epithelial  cell-forms 
predominate  in  the  air-vesicles.  Althoug’h,  however,  this  condition  is  largely  found  in 
some  cases  in  which  the  vesicular  inflammation  has  apparently  extended  from  the  bron- 
chi, it  does  not  constitute  an  absolute  proof  that  all  pneumonias  thus  characterised  have 
had  this  origin  (see  ante,  p.  18).  Nor  is  the  analogy  perfect  in  other  respects,  for  in 
some  cases  of  acute  pneumonia,  having  no  other  apparent  origin  than  a clnll,  the  pre- 
dominant cell-forms  in  the  alveoli  are  pyoid  and  of  a smaller  type,  and  per  contra,  in  some 
cases  of  typical  broncho-pneumonia,  and  notably  in  those  resulting  from  section  of  the 
vagus  nerve,  the  small  cells  largely  })reponderate  over  the  epithelioid  forms,  while  in  some 
of  these,  actual  fibrinous  exudations  have  been  demonstrated.  It  would  therefore  appear 
desirable  to  limit  the  use  of  the  term  catarrhal  pneumonia  to  those  cases  in  which  the 
])ulmonary  inflammation  is  demonstrably  the  result  of  extension  from  the  bronchi.  To 
apply  it  to  other  forms  is  to  obscure  our  knowledge  of  the  etiology  of  pneumonia,  and 
also  to  lead  to  erroneous  aims  in  the  study  of  its  pathology.  But  it  must,  I think,  be 
said  that,  at  present,  besides  the  character  of  broncho-pneumonia  described  in  the  pre- 
ceding section,  no  special  anatomical  distinctive  features  are  known,  which  may  enable  us 
authoritatively  to  assert  that  any  case  is  pathologically  catarrhal,  apart  from  its  clinical 
history  and  etiology.  Even  some  forms  that  appear  lobular  to  the  naked  eye,  are  not 
therefore  certainly  catarrhal,  since  islets  of  consolidation  may  be  scattered  through  lungs 
affected  with  acute  primary  pneumonia,^  and  they  are  found  also  in  certain  acute  diseases 
in  which  the  catarrhal  origin  is  at  least  doubtful,  as  in  typhoid  and  erysipelas  ; they  also 
form  in  some  cases  with  great  rapidity  after  extensive  burns,^  where  again  their  produc- 
tion can  hardly  be  ascribed  to  a process  identical  with  that  by  which  they  arise  in  the 
course  of  whooping-cough,  though  the  pulmonary  clianges  (with  the  exception  of  the 
dilatation  of  the  bronchi)  are  in  appearance  almost  identical.^  My  own  conviction  is  that, 
with  certain  exceptions,  almost  all,  and  perhaps  all,  forms  of  the  disease  are  due  to 
nutritional  changes  in  the  pulmonary  tissue,  arising  from  constitutional  states,  and  pro- 
bably from  changes  in  the  blood.  The  exceptions  are  the  forms  of  vesicular  pneumonia 
which  are  demonstrably  traceable  to  the  extension  of  inflammation  from  the  hronchi,  and 
correspond  to  those  that  are  produced  by  the  direct  introduction  of  irritants.  All  of 
these  have  a more  or  less  close  resemblance  to  the  broncho-pneumonia  of  childhood. 
Apart  from  these  exceptions  this  form  of  pneumonia  is  due  to  constitutional  states.  The 
occurrence  of  the  inflammation  may  undoubtedly  be  fiivoured  by  local  conditions,  and 
notably  by  collapse  and  hyperajmia,  but  another  element  of  causation  is  generally  present, 
and  is  probably  of  the  nature  of  a rnateries  morbi.  This  may  possibly  be  shown  to  be  due 
to  some  special  morbific  poison,  introduced  from  without  ; although  the  proof  of  such  a 
cause  is  by  no  means  yet  absolute  for  all  the  typical  cases  ending  critically,  there  is  a 
strong  probabilit}^  of  its  existence  in  some  of  the  pythogenic  and  epidemic  forms  of  the 
disease.  The  evidence  is,  however,  equally  strong,  if  not  stronger,  that  the  blood  states 
of  other  acute  diseases  are  also  able  to  excite  pulmonary  inflammation.  In  measles,  for 
instance,  acute  lobar  inflammation  occasionally  occurs  with  a rapidity  of  consolidation 
equalling  that  of  the  acute  primary  disease  ; the  same  is  true  of  typhoid,  of  erysipelas,  and 

' Eppinger  {Prager  VierieljalirscliTift,  vol.  cxv.  hypostatic,  151 ; catarrhal,  32  ; metastatic,  24  ; chronic,  27. 
rost-niortem  Report)  divides  the  ‘ croupous  ’ pneumonias  ' Balzer  has  seen  them  torm  within  tvventy-lour  hours, 

into  356  cases  of  lobular,  and  383  lobar  = 739  cases.  Of  Thesis,  p.  19. 

the  383  cases  lobar,  255  were  primary,  and  128  secondary.  ^ See  Wilks’  descriptions,  Guy's  Hasp.  Eej).  I860, 

The  other  forms  met  with  in  a total  of  973  cases  were,  3rd  Ser.  vi.  146  et  seq. 
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even  of  acute  rheumatism.  The  analogy  of  the  latter  appears  to  render  it  at  least  quite 
as  probable  that  in  the  diffuse  forms  of  the  disease,  occurring  in  measles  and  influenza,  the 
■materies  morbi  is  brought  to  the  lung-tissue  by  the  blood,  as  that  it  is  conveyed  to  them 
simply  by  the  air-j^assages,  and  that  both  the  bronchitis  and  the  pneumonia  should  be 
regarded  as  effects  common  to  one  morbific  cause. 

Another  term  which  was  introduced  by  the  late  Professor  Buhl,  is  that  of  ‘ Des- 
quamative Pneumonia  ’ as  applied  to  the  forms  of  the  disease  in  which  the  alveoli 
are  filled  with  epithelial,  in  contradistinction  to  fibrinous,  products.  As  a simple 
description  of  the  histological  appearances  observed  in  some  forms  or  phases  of 
consolidation,  the  term  is  strictly  applicable ; but  I think  that  it  is  incapable  of 
being  employed  to  define  any  single  group  of  pulmonary  consolidations  as  a basis 
for  clinical  classification — the  more  so  as,  according  to  Buhl’s  own  admission,  it  can 
often  only  be  distinguished  by  microscopic  examination.  He,  as  is  well  known,  divided 
this  variety  into  two  classes,^  the  ‘ consecutive  desquamative’  (under  which  he  classed  all 
secondary  pneumonias  of  fever,  and  the  ‘ genuine,’  under  which  he  classed  nearly  all  the 
consolidations  of  phthisis,  including  even,  with  some  modification,  the  acute  miliary 
tubercle.  This  ‘ genuine  ’ form  was,  in  his  opinion,  further  characterised  by  the  invasion  of 
the  alveolar  wall.  The  latter  subject  will  be  more  fully  considered  hereafter,  under  the 
liead  of  phthisis.  It  may  be  sufficient  to  state  here  my  own  conviction  that  not  all  the 
diffuse  pneumonias  of  phthisis  are  characterised  by  the  large-celled  desquamation  of  a 
catarrhal  tyjie,  and  that  some  are  found  with  smaller  cells,  and  also  occasionally  with 
fibrinous  exudation.  In  relation  to  the  acute  and  simple  ‘ consecutive  forms,’  it  must  also 
be  remarked  that,  in  many  of  these,  the  pyoid  cells  preponderate  largely  over  the  epithelial  ; 
and  finally,  as  has  been  more  recently  shown  by  Buhl  himself,  an  acute  pneumonia, 
clinically  indistinguishable  from  the  typical  primary  disease,  may  be  characterised  histo- 
logically by  the  filling  of  the  alveoli  with  epithelioid  cells  of  the  ‘ desquamative  ’ type.'"^ 

By  some  writers,  and  especially  by  Rindfleisch,^  the  term  ‘ desquamative  ’ has  been 
used  as  synonymous  with  ‘catarrhal’  pneumonia;  though  Buhl,"*  as  is  well  known, 
expressly  distinguished  the  two  forms,  and  even  denied  the  existence  of  a catarrhal 
pneumonia.  I have  already  remarked  on  the  difficulty  of  maintaining  this  position,  and 
would  refer  to  the  description  already  given  of  the  catarrhal  inflammation  in  support  of 
this  opinion.  One  variety  of  pneumonia  appears  to  require,  however,  special  mention,  and 
of  this  I shall  treat  separately. 


HYPOSTATIC,  OR  CONGESTIVE,  PNEUMONIA. 

This  form  of  inflammation  of  the  lung  is  that  which  holds  an  intermediate  place 
between  the  genuine  catarrhal  pneumonia  and  most  of  the  secondary  forms  of  pulmonary 
inflammation,  with  the  exception  of  those  directly  caused  by  infective  emboli  in  p}m*mia. 
Laennec  gave  to  it  the  name  of  Pneumonie  des  agonisamd  Tlie  description  by  Piorry  •' 

‘ Lu'ngcnentzUndnng,Tuherculoseund  Schwmdsucht,  * Lnngcnentziindwng  dc.  Al-^.  * ^ 

1872,  p.  40  ct  seq.  ^ Ausc.  Med.  2nd  ed.  p.  479. 

^ MiWtcilu.Hficn  aus  dcm  Path.  Institute  zu  Miinclicn.  ® Clinique  de  I’Hopital  de  la  Pitie,  1833,  ‘ Memoire  snr 

* Lehrhuch,  5th  ed.  1878,  pp.  353-4.  la  rnenmonie  Hypostati(pie.’ 
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has  undergone  but  few  subsequent  material  additions,  and  the  chief  point  remaining  for- 
discussion  respecting  it  is  that  relating  to  its  origin  and  pathological  position. 

This  form  of  pneumonia  is  figured  in  Plate  III.  It  occurs  in  engorged  and  congested 
portions  of  the  lung,  some  of  which  are  entirely  airless,  while  others  still  crepitate  and 
float  in  water.  The  site,  as  Piorry  remarked,  is  most  commonly  at  the  posterior  portions, 
but  not  always  at  the  bases,  except  in  some  rare  cases  in  which  the  patient,  prior  to 
death,  has  been  obliged  to  maintain  the  erect  posture.  It  is  generally  found  near  the 
middle  portions  of  the  lung  and  near  its  root,  but  it  is  seldom  strictly  lobar. 

The  tissue  in  which  the  alveolar  inflammation  has  occurred  is  non-elastic,  and  is 
usually  more  friable  than  natural,  but  this  is  common,  in  a greater  or  less  degree,  to 
all  forms  of  engorgement  except  those  consecutive  to  old-standing  heart-disease,  which 
will  be  described  subsequently.  The  pneumonic  process,  which  occurs  in  this  eno-orged 
tissue,  is  marked  by  an  increase  of  opacity,  by  a change  of  the  deep  vinous  red  to  a grayer 
or  whitish  tint,  by  a greater  appearance  of  solidity,  by  the  fact  that  the  part  thus  affected 
is  commonly  raised  above  the  margin  of  the  surrounding  tissue,  and,  in  the  larger  pro- 
portion of  cases,  by  a more  or  less  granular  appearance  of  the  cut  surfiice,  usually  more 
apparent  on  scraping.  The  colour  varies  from  a deep  red,  often  darker  than  that  of  most 
forms  of  acute  red  hepatisation,  to  a tint  as  pale  as  that  seen  in  the  plate.  The  consist- 
ence is  also  variable.  In  some  instances  the  consolidated  part  is  exceedingly  soft  and 
friable,  breaking  into  a pulp  under  slight  pressure  ; in  some,  on  the  other  hand,  it  is  as 
firm  as  the  firmest  hepatisation.  It  tends,  in  the  acute  diseases,  to  pass  rapidly  into  a 
soft  grey  hepatisation,  but  in  the  less  acute  affections  it  may  apparently  persist,  at  least 
during  seven  days,  in  a firm  state,  in  which  the  red  colour  is  maintained.  The  amount 
of  fluid  which  exudes  from  the  surface  varies  with  these  different  conditions  of  origin,  but 
in  all  it  is  of  a more  opaque  and  sanious  appearance  than  is  found  on  pressing  or  scraping 
parts  which  are  merely  the  subjects  of  splenisation.  The  pneumonia  always  commences 
in  islets  of  variable  size,  which  tend  to  become  confluent.  It  is,  however,  rare  for 
them  to  be  found  isolated  and  diffusely  scattered,  as  are  the  lobular  spots  of  inflamma- 
tion seen  in  catarrhal  pneumonia.^ 

The  Microscopic  Appearances  of  hypostatic  pneumonia  present  in  many  cases  no  essential 
differences  from  those  seen  in  the  acute  and  sthenic  forms.  The  fibrinous  reticulum  is  less 
marked,  but  the  cell-forms  observed  are  nearly  identical.  In  large  tracts  the  alveoli  may 
be  found  filled  with  small  pyoid  cells  with  tripartite  nuclei,  like  XXV.  9,  g,  h.  Large 
epithelioid  cells,  like  XXV.  9,  iV,  may  also  be  seen,  and  also  large  pigmented  cells  like 
p and  q.  Jiirgensen  has  stated  that  most  secondary  pneumonias  are  ‘ catarrhal,’  but 
though  tracts  may  here  and  there  be  found  having  the  ‘ desquamative  ’ character,  I believe 
that,  in  a large  proportion,  the  cell-types  approximate  more  to  those  now  described. 

The  mechanism  of  this  form  of  pneumonia  is  probably  complex.  The  chief  points  of 
interest  respecting  it  are,  firstly,  its  relation  to  catarrhal  pneumonia  ; secondly,  the 
mechanism  by  which  the  congestion  is  produced  ; and,  lastly,  the  mode  of  origin  of  the 
inflammation. 

The  analogy  of  the  splenised  parts  found  at  the  termination  of  exhausting  diseases 

to  similar  changes  found  in  the  course  of  acute  bronchitis  in  children  is  very  close,  and 

1 Piorry,  {loc.  cit.  p.  139,)  described  them  as  thus  statement  to  this  effect  in  Rindfleisch’sPa^/i.  Get<;e6eZe/tre, 
isolated,  but  it  appears  most  probable  that  these  cases  may  jj.  3G2.  In  the  5th  edition  of  this  work,  ji.  357,  Rind- 
have  been  examples  of  genuine  catarrhal  pneumonia,  inas-  fieisch  appears  to  have  modified  this  opinion,  for  he  says 
much  as  he  described  the  bronchi  fiUed  with  pus.  that  hypostatic  secondary  pneumonia  may  be  either 

* Ziemssen’s  Handbuch,  Bd.  v.  ‘ Erankh.  Besp.-  ‘ croupous  ’ or  ‘ catarrhal.’ 
ib  235.  Jiirgensen  appears  to  rely  in  part  on  a 


HYPOSTATIC  PXEUMOXTA 


41 


led  Gairdner  to  attribute  them,  when  found  in  fever,  to  the  same  mechanism — -viz. 
obstruction  of  the  bronchi  ; and  liis  observations  clearly  show  that  in  many  cases  bron- 
chitis has  preceded  the  collapse  and  splenisation,  as  is  shown  by  the  occurrence  of  ‘ bron- 
chial abscesses.’  ^ Bronchitis,  as  is  known,  is  a frequent  attendant  on  fever,  and,  though 
collapse  of  lungs  frcm  this  cause  in  the  primary  bronchitis  of  adults  is  rare,  it  is  easily 
promoted  in  fever  by  the  diminished  muscular  power,  which  prevents  free  expansion  of 
the  chest.  This  may  also  further  explain  its  occurrence  in  the  most  dependent  parts,  for 
it  is  on  these  that  the  weight  of  the  body  presses,  and  thus  further  interferes  with  expan- 
sion. The  frequency  of  the  affection  in  the  terminal  stage  of  all  exhausting  diseases,^  and 
in  cases  where  no  recognisable  signs  of  bronchitis  exist  after  death,  renders  it  probable 
that  congestion  from  defective  circulation  may  play  no  small  jiart  in  the  production  of 
these  secondary  pneumonias.  In  some  cases,  in  the  splenised  parts,  the  collapse  is  by 
no  means  perfect,  and  it  appears  likely  that  in  some  of  these  it  may  be  due  to  simple 
muscular  v/eakness  without  the  intervention  of  bronchial  obstruction.  The  effect  of 
position  in  determining  the  locality  of  congestion,  and  also  the  secondary  pneumonia, 
is  too  constantly  authenticated  by  the  universal  consent  of  all  observers  to  permit  any 
doubt  to  remain  respecting  the  influence  of  this  agent  in  their  production.^ 

That  mere  congestion  can  alone  be  sufficient  to  excite  this  inflammation  of  the  hmg 
must  be  regarded  as  improbable,  and  lienee  the  most  adequate  explanation  of  its  origin 
appears  to  be  that  there  is  some  morbid  condition  of  the  blood,  which  finally  determines 
inflammatory  nutritional  changes  in  the  congested  and  weakened  parts. 

While,  therefore,  liypostatic  pneumonia  has  a resemblance  to  some  phases  of  catarrhal 
pneumonia  m its  frequent  origin  in  collapse,  it  is  probable  that,  in  a large  proportion  of 
cases,  the  mechanism  of  its  production  is  diverse,  and  that  it  requires  to  be  placed  in  a 
different  pathological  category  from  that  variety.  As  in  catarrhal,  so  also  in  hypostatic 
])neunionia,  there  are  variations  in  the  degree  and  frequency  with  which  the  pleura  is 
affected.  Both  Piorry  and  Durand-Fardel  stated  that  pleurisy  is  rarely  a complication'^ 
of  this  form.  The  explanation  appears  to  be  that  simple  congestion  and  collapse  are 
not  attended  with  pleural  inflammation.  Such  inflamniation  is  also  absent  as  long  as 
the  pneumonic  consolidation  is  central  ; but,  as  far  as  my  observation  has  gone,  hyperiemia 
of  the  membrane,  and  plastic  lyirq^h  upon  it,  are  usually  observed  whenever  the  pul- 
monary inflammation  reaches  the  surface  of  the  lung. 


* Gairdner,  Patlinlogical  liesults  of  Bronchitis,  Edin- 
bur"li,  1S50,  p.  ‘22  et  seq. 

See  Grisolle,  Traite  cle  la  Pneumonic,]).  170  et  seq. 

® Grisolle  {loc.  cit.  p.  178)  gives  a case  where  a patient 
with  typhoid,,  obliged,  by  scars  in  the  sacrum,  to  lie  on  her 
face,  was  affected  with  pneumonia  limited  to  the  anterior 
porti(jns  of  both  lungs  ; he  cites  numerous  other  instances. 
See  also  Piorry’s  Memoir-,  Vulpian,  Pnemnonies  Secon- 


(laires;  and  a case  from  Rayer,  Malad.  des  Heins,  ii.  203, 
in  which  a patient  obliged  to  maintain  the  sitting  posture 
had  the  lower  portions  of  both  lungs  affected  with  pneu- 
monia. A similar  case  is  also  recorded  by  Jiirgensen, 
Ziemssen’s  Handbnch,  ‘ Krank.  Resii.  Apparat.’  ii.  23.5. 

Piorry,  loc.  cit.  p.  143 ; Durand-Fardel,  Malad.  des 
Vieillards,  pp.  487,  502. 


G 


42 


PNEUMONIA 


ACUTE  INTERSTITIAL  PNEUMONIA. 

INTERLOBULAR  PNEUMONIA,  DISSECTING  PNEUMONIA,  ANGEIOLEUCITIS  PULMONALIS  {?), 

LYMPHANGITIS  PULMONALIS  (?). 

Plate  XXIV.  Fio'ure  2. 

O 

Acute  mflaunuation  of  the  interstitial  tissue  of  the  lung  is  a disease  that  presents 
great  rarity,  though  it  is  the  common  form  of  pleuro-pneumonia  of  the  bovine  species.^ 
The  illustration  here  given  is  from  an  unpublished  drawing  of  Sir  Robert  Carswell,  who 
lias  left  the  following  manuscript  description  of  the  case  : — 

‘ Lymphatics  of  the  Lung  containing  Pus. — A great  number  of  lymphatics  are  seen 
‘ ramifying  under  the  pleura  and  running  towards  the  glands  situated  at  the  bifurcation 
‘ of  the  trachea.  The  larger  ones  follow  the  lobular  divisions  of  the  lung,  while  the  largest 
‘ traverse  them  indistinctly  and  terminate  in  the  immediate  vicinity  of  the  bronchial  glands, 
‘ beyond  which  no  trace  of  them  can  be  seen.  The  pus  they  contained  was  quite  fluid,  and 
‘ flowed  out  of  them  when  their  walls  were  punctured.  There  was  no  pus  in  the  glands 
‘ around  which  these  lymphatics  terminated  ; they  were  nearly  black  and  very  firm. 
‘ When  the  lung  was  divided,  the  interlobular  cellular  substance’  (XXIY.  2)  ‘was  found 
‘ to  be  much  more  conspicuous  than  natural,  of  a pale  yellow  colour,  and  infiltrated  with 
‘ pus.  The  lymphatics  could  also  be  seen  in  this  substance  filled  with  pus,  and  could  be 
‘ traced  from  it  to  the  surface  of  the  lung,  where  they  were  seen  uniting  with  those  lying 
‘ under  the  pleura.  The  pulmonary  substance  was  red,  firmer  than  natural,  and  infiltrated 
‘ with  serosity.  This  state  of  the  pulmonary  tissue  gradually  diminished  from  the  centre 
‘ to  the  circumference  ; and  in  the  same  manner,  also,  those  states  of  the  lobular  cellular 
‘ tissue  and  lymphatics  which  have  been  described  became  less  apparent,  and  ultimately 
‘ disappeared,  where  the  pulmonary  tissue  was  healthy.  There  was  no  pus  found  anywhere 
‘ else. 

‘ The  patient  was  nearly  sixty  years  of  age,  and  had  been  treated  during  some  weeks 
‘ for  chronic  inflammation  of  the  bladder.  He  was  a surgical  patient.  No  affection  of  the 
‘ lungs  was  suspected.’ 

The  disease  may  apparently  be  due  to  general,  or  at  least  to  unascertained,  causes,  or 
it  may  be  attributable  to  local  conditions  in  which  the  inflammation  appears  to  extend 
along  tlie  lymphatics,  either  excited  by  some  primary  focus  or  by  simple  obstruction. 
Stokes  “ has  reported  a case  which,  admitted  with  ‘ the  ordinary  symptoms  of  pneumonia 
‘ of  three  days’  standing,’  presented  after  death  the  following  appearances  : ‘ The  substance 
‘ of  the  lower  lobe  was  completely  dissected  from  its  pleura  by  the  suppurative  inflammation 
‘ of  the  subserous  cellular  (?)  membrane.  This  process  was  also  found  to  have  invaded 
‘ extensively  the  interlobular  and  intervesicular  cellular  structure,  so  as  to  cause  this  part 
‘ of  the  lung  to  resemble  nearly  the  structure  of  a bunch  of  grapes.  All  nearly  isolated 
‘ lobules  were  surrounded  by  puriform  matter,  in  which  they  hung  from  the  bronchial 
‘ pedicles.’  Stokes  thought  this  case  analogous  to  one  of  plastic  bronchitis,  quoted  by 
him  from  Reynaud  ; but  it  appears  probable  that  it  belongs  to  a different  category, 
inasmuch  as,  except  in  a few  cases  of  suppurative  peribronchitis,  no  such  appearances 
are  commonly  observed  in  the  plastic  form  of  the  disease.  It  has  been  described  by 


‘ See  Weber,  of  Kiel,  Virchow’s  Arcliiv,  vol.  i. 
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Rokitanski/  as  met  with  in  a single  case,  in  terms  very  similar  to  those  just  quoted 
from  Stokes.  Hodgkin  ^ has  also  seen  pus  in  the  interlobular  cellular  tissue  in  a case 
of  oedema  of  the  lung.  The  disease  is  also  described  by  Buhl  as  an  occasional  com- 
plication of  pyaemia  in  the  adult,  and  as  being  most  common  in  newly-born  children 
who  have  been  infected  from  pyaemic  mothers.^  In  the  latter  condition  the  pulmonary 
tissue  is  mapped  out  by  the  interlobular  septa,  which  are  thickened,  yellow,  and  friable. 
The  lung  itself  is  either  airless  or  oedematous,  or  presents  combinations  of  both  these 
conditions.  It  is  dense  but  friable,  sometimes  exceedingly  so.  The  pleura  is  often 
inflamed,  and  is  occasionally  raised  in  vesicles  over  the  purulent  collections  in  the  in- 
terlobular septa.  Buhl  described  the  disease  as  most  commonly  extending  from  the 
root  of  the  lung  along  the  bronchial  vessels.  Similar  conditions  have  been  seen  in 
women  dying  from  puerperal  septictemia.^  It  has  also  been  observed  in  pneumonia, 
probably  of  a septic  origin,'^  and  also  in  broncho-pneumonia.'’  Wiedermann  ^ relates  a case 
where  two  children  in  one  family  suffered  in  this  way,  and  questions  whether  they  can 
have  been  infected  by  the  milk  of  a cow  affected  with  pleuro-pneumonia.  Hitherto, 
however,  there  has  been  no  proof  that  this  disease  in  cattle  is  communicated  to  man.® 
Among  local  conditions  of  origin,  the  disease  may  extend  from  mediastinal  suppuration, 
as  I have  seen  in  a case  of  retro-pharyngeal  abscess.  The  interlobular  se])ta  of  the 
lower  lobe  of  one  lung  were  thickened  and  yellow,  and  the  seat  of  purulent  infiltration. 
The  lung-tissue  between  was  unaffected,  though  several  pytemic  abscesses  were  scattered 
throughout  the  tissue.  Goodhart^  has  also  described  a very  similar  condition  in  a 
case  of  suppurative  mediastinitis,  where  the  lymphatics  in  the  deeper  as  well  as  in  the 
more  superficial  parts  of  the  lung  were  e(jually  affected.  Spots  of  yellow  hepatisation 
existed  in  places,  but  as  a rule  the  alveolar  tissue  was  free  from  change.  An  instance  has 
been  recorded  by  Virchow,  where  a localised  dissecting  pneumonia,  connected  with  a 
loculate  1 empyema,  had  almost  se]iarated  a limited  portion  of  the  lung  from  the  remainder, 
wdiich  was  healthy. Extension  of  inflammation  of  the  pleura  to  the  pulmonary  lympha- 
tics has  been  observed  by  Edward  AVagner  and  by  Cornil  and  Ranvier.^'’^  The  disease 
occasionally  appears  to  be  associated  wdth  previous  injury  to  the  lymphatic  glands 
at  the  hi] us  of  the  lung  ; this,  l)y  obstructing  tlie  passage  of  lymph,  renders  the  ducts 
from  the  periphery  liable  to  inflammation  from  external  exciting  causes.  This  mode  of 
origin,  which  Avas  first  clearly  elucidated  by  Moxon,^^  was  shown  by  him  to  exist  in 
two  cases  where  pleurisy  was  associated  with  extensive  suppuration  of  the  lymphatics  of 
the  lung. 

Similar  changes,  associated  with  evidence  of  past  disease  of  the  glands,  have  been  found 


' Pnfli.  Anaf.  iii.  7‘2. 

Morbid  Anatoimj  of  Serous  and-  Mucous  Mem- 
branes, ii.  129. 

^ Buhl,  Lii ngenentaii n d u ng,  Tu bercu  lose  nnd  Sch  win d- 
sucld,  p.  43  et  scq.  ; also  Hecker  and  Buhl,  Klinik  des 
Gehurtskinds,  i.  202.  This  has  now  heen  shown  to  result 
from  direct  extension  from  the  umbilical  vein  beneath 
the  peritoneum  to  the  mediastinum.  See  Midler,  Fucr- 
pera-l  Infection  der  Neu-geborenen;  Gerhardt’s  Haiid- 
hitch  Kindcrkra.nkheiten,  vol.  ii.,  quoted  by  Silbermaim, 
Deutsch  Arch.  kJin.  Med.  xxxiv.  348. 

Behier,  Conferences  do  Clinique  medica-le,  p.  0.74 ; 
also  Quimpiaud,  Fucrqierisvie  Infeclueux,  These  de  Paris, 
1872 ; Louguet,  An-nales  do  Gijnccologie,  1874,  No.  1 ; 
Heiberf,q  Die  Fu-etpcrulen  nnd-  Pgdmischen  Processe, 
Leipzig,  1873,  p.  19.  All  cited  by  Troisier,  Bcch.  sur  Ics 
Lgnijihangites  Puhnonwires,  These  de  Paris,  1874. 

■’  Liouville,  Bull.  Soc.  Anaf.  1873,  p.  2.52  (quoted  by 
Troisier). 


® Balzer,  Aid.  ‘ Broncho-Pneumonie,’  Nouv.  Diet,  de 
Med.  et  Chir.  Prat.  1880,  xxviii.  552. 

’ Deu  tsch  Archiv  f.  Klin.  Med.  1880,  vol.  xxv. 

® Costells  {Lancet,  1881,  i.  141)  relates  an  instance 
where  pneumonia  in  a regiment  in  Northern  India  be- 
came epidemic  and  apparently  contagious,  nearlj"  40  men 
being  attacked  out  of  a strength  of  550,  while  00  men  out 
of  another  regiment  died.  Pleuro-pneumonia  was  very 
common  at  the  time  among  the  cattle  in  the  district,  but. 
as  far  as  can  be  judged  by  the  post-mortem  reports,  the 
disease  in  these  troops  did  not  present  the  same  appear- 
ances as  are  observed  in  cattle,  or  as  those  now  described. 
Gangrene,  and  also  abscess  of  the  lung,  were,  however, 
common. 

'*  Path.  Soc.  Trans.  1877,  xxviii.  37. 

10  Virchow’s  Gcsa-mmclte  Abha-ndlungcn,  p.  409. 

Archiv  der  Hcilkunde,  1870,  vol.  xi. 

Ma-nucl  d'Histol.  Pa  thologiquc,  580,  2nd  ed.  ii.  120. 

Path.  Soc.  Trans,  xxiv.  20,  28;  xxvii.  40. 
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by  other  observers.  They  were  seen  by  Greenhow  ^ in  a case  of  Addison’s  disease,  and 
by  Chevalet  ^ and  Darolles  ^ in  cases  of  tubercle.  In  the  latter  disease,  however,  the 
suppurative  character  may  be  indistinct,  and  it  is  more  probable  that  the  change 
was  of  a tubercular  nature,  similar  to  that  earlier  described  by  Andral.'^  Such  changes 
have  also  been  seen  in  connection  with  tumours  invading  the  bronchial  glands,  both  of 
the  nature  of  lymphoma  ^ and  of  cancer,*"  and  it  has  also  been  observed  by  Cornil  in 
syphilis  when  the  bronchial  glands  were  attacked.^  Some  cases  , remain  still  unclassified. 
One  of  this  nature  has  been  published  by  Damaschino,  in  which  the  affection,  in  a gouty 
person,  extended  throughout  the  lung,  and  beyond  the  hilus  to  the  oesophagus.  There 
was  effusion  of  serum  in  the  pleura,  and  some  tubercles  were  present  in  the  lungs.  The 
condition  of  the  bronchial  glands  is  not  stated.® 


CHRONIC  PNEUMONIA.  CHRONIC  INTERSTITIAL  PNEUMONIA. 

DILATATION  OF  THE  BRONCHI. 


This  condition  is  one  that  still  requires  elucidation.  In  the  opinion  of  some  authors  a 
large  majority  of  cases  of  phthisis  must  be  included  under  this  category,  and,  according 
to  the  opinion  that  tubercle  is  a chronic  lobular  pneumonia,  all  forms  of  chronic  ulcera- 
tive disease  of  the  lung,  other  than  that  which  arises  from  cancer,  would  be  embraced  under 
this  term.  I shall  advance  reasons  to  show  that  it  is  desirable  that  the  ‘ tubercular’  cases 
should  be  distinguished  by  a different  terminology,  and  in  this  article  I shall  consider 
chiefly  those  changes  in  the  lung  which  result  from  the  non-resolution  of  the  acute  primary 
pneumonia  or  the  acute  catarrhal  pneumonia,  and  also  some  forms  of  pulmonary  indura- 
tion the  nature  and  origin  of  which  are  more  doubtful.  All  these  cases,  when  considered 
apart  from  tubercle  and  tubercular  pneumonia,  are  of  extreme  rarity.  Chomel  ^ believed 
that  only  eight  could  be  collected  in  the  medical  literature  of  his  time.  Grisolle 
only  met  with  four,  and  there  are  few  pathologists  who  have  seen  undoubted  cases  of 
this  nature.  In  many  cases  of  more  recent  date,  in  which  fibroid  changes  in  the  lung 
have  been  described,  there  is  strong  reason  for  believing  that  these  had  a past  tubercular 
origin,  using  the  word  ‘ tuliercle  ’ in  the  sense  in  which  it  was  employed  by  Laennec. 
There  is,  however,  both  pathological  and  clinical  evidence  that  acute  pneumonia  may  fail 
to  resolve,  and  that  it  may  leave  behind  permanent  induration,  with  bronchial  dilatation 
and  ulceration.  Evidence  of  this  termination  exists  both  in  the  case  of  the  acute  primary 
(croupous)  pneumonia,  and  also  in  that  of  the  catarrhal  forms. 

The  occurrence  of  this  result  in  primary  acute  pneumonia  was  denied  by  Buhl,^*^  but 
cliiefly  on  theoretical  grounds.  It  has,  however,  been  demonstrated  that  the  stage  of  red 


' Greenhow,  Path.  Soc.  Travs.  xxviii.  231. 

* Chevalet,  Bull.  Soc.  Anal.  1873,  p.  252. 

* Darolles,  Bull.  Soc.  Anat.  1875,  3rd  ser.  x.  35. 

Clin.  Med.  iv.  28.  See  also  Lepine,  ‘ Snr  I’lnfection 

de  Voisinage  dans  la  Tuherculose,’  Arch,  de  Physiol.  1870, 
p.  207. 

^ A case  by  Troisier  and  Cornil,  loc.  cit.  p.  43. 

“ Kaymond,  Union  Med.  1874,  Nos.  35  and  36 ; 
Troisier,  These,  loc.  cit.  and  Archives  de  Physiol.  1874, 
who  quotes  numerous  other  instances.  See  also  Klein, 
Anatomy  of  the  Lymphatic  Tissues,  1875,  part  ii.  M.any 
of  these  cases  are,  however,  illustrations  of  the  extension 


of  cancer  rather  than  of  inflammatory  changes  in  the 
lymphatics. 

’ Bull.  Soc.  Med.  Hop.  1874,  xi.  144.  Here  the 
contents  of  the  lymphatics  were  caseous  rather  than 
purulent. 

* Damaschino,  ‘ Angeioleucite  Pulmonaire  suppuree 
chez  un  Goutteux,’  Bull.  Soc.  Med.  H6p>.  1879. 

® Diet,  de  Med.  2nd  ed.  1842,  xxv,  223,  225.  He  had 
himself  only  met  with  two  in  20  years,  and  only  one  out 
of  125  cases  of  acute  pneumonia. 

Buhl,  Lunyenentzundung,  Tuherculose  und 
Schwindsucht,  p.  37. 
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hepatisation  may  persist  for  months,  during  which  induration  of  tissue  and  a gradual 
thickening  of  the  alveolar  walls  take  place, ^ that  the  red  colour  may  fade  into  a grey 
hepatisation  attended  by  the  same  induration,^  and  that  sometimes  a yellow  tint  ® may  be 
observed,  which  seems  to  represent  an  intermediate  stage  between  the  red  and  tlie  grey. 
These  probably  constitute  the  red  and  grey  induration  of  Andral,  and  pass  into  the  black 
induration  described  by  him.'^ 

This  black  induration  is  the  ‘fibroid  induration’  of  some  authors,  the  ‘ cirrhosis  ’ of 
others.  It  will  be  shown  hereafter  that  it  most  frequently  results  from  a chronic 
tuberculisation.  Its  origin  in  an  acute  pneumonia  is  often  uncertain,  owing  to  the  length 
of  time  during  which  it  may  persist,  and  in  many  cases  it  is  found  without  any  previous 
history.  There  is,  however,  direct  pathological  evidence  that  one  of  its  causes  may  be  an 
acute  pneumonia,'^  and  abundant  clinical  evidence  that  such  a pneumonia  may  leave  per- 
manent consolidation.*^  The  condition  of  induration  is  also  found  with  a previous  history  of 
catarrhal  pneumonia,  and  the  direct  continuity  of  the  two  with  it  may  be  traced  in  some  cases.' 
A clinical  history,  similar  to  that  described  for  the  primary  disease,  may  also  be  found  in 
some  cases,  in  which  the  physical  signs  of  induration  followed  bronchitis,  whooping  cough, 
and  measles.®  In  some  of  these  cases,  particularly  in  childhood,  it  may  be  questioned 


’ Bayle,  Phthisie  Pulmonaire,  obs.  46,  p.  373  (red 
hepatisation  after  four  months) ; Broussais,  Plilcgmasies 
Chroniques,  i.  13,  19,  21 ; Bayer,  Gaz.  Med.  1846,  p.  983 ; 
Durand-Fardel,  Maladies  dcs  Vieillards,  p.  589  (two 
months) ; Oulmont,  Progres  Med.  1877,  p.  584  (death  after 
40  days,  lung  still  granular  with  thickening  of  the  ah-eolar 
walls  and  of  the  interstitial  tissue);  Marchand,  Virchow’s 
Archiv,  vol.  Ixxxii.  (Case  1,  the  same  thickening  after  18 
days) ; 'Williams,  On  Pulinonarij  Consuviptioii ,Gai,sesS2,  33, 
p.  187  (the  origin  of  these  is  less  distinct) ; Leyden,  Berlin. 
Klin.  Wochen.  1870  (a  case  with  death  at  the  27th  day, 
hut  the  state  of  the  walls  is  not  mentioned);  Charcot, 
Pev.  Mens.  1877,  p.  777  ct  seq. ; Corbin,  ‘ Pneumonie 
Chrouique,’  Gaz.  Med.  de  Paris,  1845,  p.  829,  obs.  vi. 
(pneumonia  of  six  weeks’  dirratiou). 

Charcot,  loc.  cit.,  and  in  These  Pneumonie  Clirn- 
nique,  1860,  Case  2 ; Grisolle,  Tra.ite  de  la  Pneumouie, 
1864,  p.  72  (passage  from  red  into  grey) ; Begimbeau, 
Pneumonic  Cdironiquc,  obs.  iii.  ]i.  55  ; Durand-Fardel, 
loc.  cit.  594 ; Coupland,  Path.  Soc.  Trans.  1879,  xxx.  224. 
Numerous  cases  of  this  grey  hepatisation  are  recorded 
in  literature,  but  without  a definite  history.  I have  ob- 
served one  case  in  a man  aged  46,  with  heart-disease, 
albuminuria,  and  a history  of  alcoholism  ; a grey  in- 
durated pneumonia  of  both  apices,  even  after  two  months’ 
duration,  presented  no  thickening  of  the  alveolar  walls, 
and  only  a large  increase  of  cells  of  the  epithelial  type, 
like  those  seen  in  pi.  xxv.  fig.  8. 

® Hoxie,  Morbid  Anatom;/  ; Lebert,  Phi/siol.  Patho- 
logiqiie,  i.  137.  Charcot  (These  1860)  quotes  a third 
case  from  Monneret  (obs.  ii.  p.  30).  Another,  with  fuller 
details,  is  given  by  Thierfelder  and  Ackermann.  The 
tissue  is  described  as  yellowish-grey.  The  disease  began 
as  acute  pneumonia,  and  death  occurred  in  twenty  months 
(Deutsch.  Arch./.  Klin.  Med.  1872,  vol.  x.).  I have  not  seen 
this  state.  It  is  described  by  Barthez  and  Billiet  as  a 
complication  of  tubercle  (Mai.  des  Knf.  iii.  395). 

^ Andral,  Clin  Mai.  iii.  486.  He  appears,  however 
(p.  485),  to  have  believed  that  chronic  pneumonia  may 
also  exist  in  a softened  form. 

^ Laennec,  Aus.  Med.  2nd  ed.  i.  127 ; Dilatation  dcs 
Bronch.es,  obs.  iii;  Andral,  Clin.  Med.  vol.  iii.  obs.  64, p. 
474  ; Charcot,  Pcv.  Mens.  1878  ; Nothnagel,  Einseitige  Liin- 
gcnsch.ru'mpfnng  \ Volkmann’s  iv/.  Vort.  No.  66, 

p.  14;  Charnal,  Bull.  Soc.  Anat.  xxx.  192;  Biernier,  Vir- 
chow’s A/rM-y,  xix.  260,  obs.  18;  W^eber,  Path.  Anat.  d.. 
Neugebornc,  ii.  58  (5  cases).  Among  otlier  less  certain 
cases,  primary  or  catarrhal,  are  one  by  Mayne.  Dtibl. 


Hosp.  Gaz.,  1857  (cu-rhosis)  ; Eppinger,  Prag.  Viertel- 
jaJi.rsch.  bd.  cxxv.  1875 ; Barlow,  Gag's  Hosp.  Keqj. 
1847,  2nd  ser.  vol.  v. ; Ziemssen,  Plcuvitis  u.  Pneum.  im 
Kindesalter,  p.  257  ; Barth,  ‘ Bech.  Dil.  des  Bronch.’  Mem. 
Med.  Soc.  Ohs.  1856,  obs.  3 ; Beinhardt,  Charitc-Amialen, 
vol.  i.  ; Addison,  Coll.  Writings  (Syd.  8oc.  Ed.),  j'-  45  ; 
Huxham  speaks  of  pneumonia  ending  in  ‘ an  obstinate  scir- 
rhosity  [On  Fevers,  1757,  p.  193). 

ITuss  (Langenentzundang,]^]).  25,  186)  says  this  is 
common  in  pneumonia  of  the  apex  and  in  drunkards. 
Lebert  (Brust-Kranh.  i.  558)  says  that  he  has  collected 
22  cases  where  the  patients  left  hospital  with  pneumonia 
unresolved,  and  that  they  repeatedly  returned  with  signs 
of  bronchiectasis.  Hourmann  and  Dechambre  [Arch.  Gen. 
de  Med.  xii.  186)  say  that  this  is  common  in  old  peojile 
after  repeated  attacks;  Charcot  (loc.  cit.)  also  insists  on 
the  intluence  of  rejieated  attacks  in  producing  induration. 
Grisolle  (loc.  cit.  p.  183),  (pioting  Libermann,  says  that  it 
is  common  among  opium-eaters  in  China.  See  also  .Jiir- 
gensen,  Croupose  Pneanionie,  Tubingen,  1883,  p.  168,  two 
authentic  cases;  Weber  and  Beinhardt  (previous  note); 
Ziemssen,  Plcuritis,  dr.  p.  257  ; Lebert,  Brusthr.  ii.  863  ; 
Ziegler  (Lelirb.  Path.  Anat.  Jena,  1883,  Th.  ii.  abtli.  ii. 
p.  881)  says  he  has  collected  a large  number  of  cases  of 
this  nature.  In  comparing  this  statement  with  ChomeTs 
experience,  it  is  doubtful  wdiether  Ziegler  has  not  extended 
the  meaning  of  ‘chronic  pneumonia.’  For  my  own  part, 
I liave  not  yet  met  with  a single  case  during  25  years  of 
continuous  hospital  work. 

’ Legendre,  Malad.  de  V Enfance,  obs.  xiv.  p.  277  ; 
Eustace  Smith,  Clinical  Studies  Dis.  Children,  Case 
xxviii.  p.  183  (red  induration) ; Addison,  Collected, 
Writings,  ]).  44.  See  also  Barth,  obs.  4,  loc.  cit.  p.  501 ; 
Steiner  and  Neuretter,  Prager  Viertcljahrsch.  1864, 
Ixxxii.  ‘22;  Green,  Path.  Trans,  vol.  xx.  (a  case  ap- 
parently commencing  with  bronchitis);  Hamilton  (Patho- 
logg  of  Bronchitis)  s^ieaks  of  this  event  as  common,  but 
it  ,a2ipears  from  medical  literature  to  l)e  of  great  rarity 
exc62)t  in  the  ^u’esence  of  tubercle.  A case  by  Charcot 
from  Ollivier  (liev.  Mcnsaclle,  1878,  787)  was  pi’obably 

tubercular. 

® B, artels,  Virchow’s  Archiv,  xxi.  144 ; Bennett, 
Itep.  City  of  Land.  Hosp.  for  Dis.  Chest  and  .Journal 
Kinderlxranhheitcn,  1858,  p,  305;  Corrigan,  Dublin 
Journal,  1838  (case  beginning  with  influenza)  ; Eustace 
Smith,  loc.  cit.  obs.  xxxii.  205;  .Uirgensen  (alter 
measles),  Ziemssen’s  Handhuch,  Supplement-Band,  1878, 
357. 
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Avlietlier  the  induration  has  not  in  great  measure  succeeded  collapse  of  the  lung.  The 
pneumonia  of  typhoid  is  mentioned  by  Jiirgensen  as  a cause  of  chronic  pulmonary  indu- 
ration, and  this  is  supported  by  one  of  Biermer’s  cases  of  bronchiectasis  ; ^ but  I know  of 
no  evidence,  in  the  general  literature  of  typhoid,  proving  that  the  association  is  more  than 
occasional  and  rare.  In  addition  to  these  there  exist  records  of  a small  number  of  cases 
of  non-tubercular  ulceration  of  the  lung,  to  which,  I shall  subsec|uently  allude,  and  these 
two  series  are  the  only  cases  to  which,  in  strict  accuracy,  the  term  ‘chronic  pneumonia’  can 
be  applied.  In  a large  number  of  instances,  when  fibroid  induration  has  been  found  after 
death,  there  is  no  evidence  of  its  mode  of  origin,  and  in  not  a few  cases  it  has  been  merely 
an  accidental  post-mortem  discovery.  A large  number  are,  1 believe,  as  I have  already 
stated,  probably  tubercular,^  and  a few  may  be  traced  to  pleurisy.^  The  origin  and 
nature  of  the  remainder  is  a matter  of  inference  rather  than  of  positive  proof,  but  1 believe 
that  in  all,  with  the  possible  exception  of  the  cases  of  pleurisy  and  collapse,  an  inflam- 
matory origin  is  traceable — that  an  idiopathic  fibroid  induration  of  the  lung  can  scarcely 
lie  held  to  be  proved — and  that,  if  it  exists,  it  is  an  event  of  such  extreme  rarity  that  it 
can  hardly  be  said  to  have  a clinical  existence. 

The  changes  in  the  lung  in  the  forms  of  chronic  pneumonia  which  I have  now  de- 
scribed may  be  followed,  in  the  descriptions  of  different  writers,  as  a progressive  series,  to 
the  condition  of  general  fibroid  induration.  It  appears  desirable  that  they  should  be  con- 
sidered sepai’ately. 

lliered  hepatisation  differs  from  that  of  the  acute  stage  in  its  progressive  induration. 
Instead  of  the  tissue  being  friable,  it  becomes  increasingly  firm  and  resistant,  and  the 
granular  appearance  may  persist  for  a long  time.'^  Even  in  this  stage  marked  thickening 
of  the  interlobular  septa  may  occur,  as  shown  by  whitish  lines  on  the  reddened  ground.^ 
Both  the  yellow  and  grey  induration  present  usually  a smooth  section,  and  that  of  the 
latter  is  at  last  firm,  glistening,  and  mottled  with  pigment,  so  as  to  resemble  some  forms 
of  porphyry.  The  essential  point,  in  which  all  observers  ^ are  agreed,  is  that  these  pro- 
gressive changes  depend  on  a thickening  of  the  alveolar  walls  with  a growth  of  round  and 
fusiform  cells,  the  latter  predominating,  which  gradually  encroaches  on  the  alveolar  space,^ 
and  may  form  masses  projecting  into  the  interior  of  the  alveoli.®  The  interlobular  tissue 
sometimes  participates  in  tins  thickening,  but  occasionally,  although  the  sheaths  of  the 
arteries  and  bronchi  are  thus  implicated,  the  thickening  is  not  general.  Heschl  believed 
that  this  cell-growth  proceeds  from  the  nuclei  of  the  capillaries  ; but  Thierfelder  and 
Ackermann  deny  this,  though  they  state  that  the  capillaries  disappear  during  its  progress. 


' Jiirgenseu,  Ziemssen’s  Handhuch,  Siipplement-Band, 
p.  325  ; Biermer,  Virchow’s  Arcliiv,  vol.  xix.  obs.  xxix.  pp. 
IGO,  274.  See  also  Buhl,  Acute  Lun^enatrophie,  Vir- 
chow’s Arcli  iv,  vol.  xi.  His  cases  appear,  however,  to  have 
been  chiefly  a quasi-gangrenous  pneumonia  associated 
with  collapse,  in  which  dilatation  of  the  bronchi  occasion- 
ally occurred. 

See  Eeynolds’s  System  of  Medicine,  vol.  hi. 

^ Peacock,  Edinhurgh  Med.  Journal,  1855,  p.  281 ; 
Biermer,  Virchow’s  Arcliiv,  vol.  xix.  obs.  v.  and  xxvi.  Dr. 
McDowell’s  case  of  cirrhosis  was  probably  of  the  same 
nature  (Dublin  Joimial,  1836).  Barth  also  ascribes  a 
pleuritic  origin  to  some  cases  of  bronchiectasis.  Compare 
also  two  cases  by  Tapret  reported  by  Kegimbeau,  Pneu- 
monie  Clironique,  p.  75  et  seq.  obs.  v.  and  vi.  abridged 
also  by  Charcot,  loc.  cit.  p.  789.  In  the  latter  of  these 
the  pleuritic  origin  is  hypothetical.  See  likewise  Steffen, 
KlmiJi  der  Kinderhranlilieiten,  ii.  59. 

See  ante,  note  1,  p.  45  (Leyden  and  Oulmont). 


® Corbin,  Gaz.  Med.  de  Paris,  1845,  p.  829,  obs.  vi. 
In  this  case  there  appears  to  have  been  an  mi2ierfect 
resolution,  for  the  tissue  crejiitated.  The  history  raises  a 
susjiicion  of  albuminuria. 

® Lebert  (Physiol.  Path.)  describes  the  yellow  indura- 
tion as  caused  by  infiltration  of  the  intervesicular  tissue 
with  exudation  matter.  Cornil  and  Kanvier  describe 
a chronic  catarrhal  pneumonia  in  a child  as  presenting 
indurated  nodules  resembling  tubercles,  but  their  case 
was  syphilitic  (Man.  d'Histol.  Path.  2nd  ed.  1882,  ii. 
112b  " 

Heschl,  Prayer  Vierteljahrsch.  1856,  vol.  ii.  (figure) ; 
Forster,  Path.  Anat.  1863,  ii.  249,  251 ; Charcot,  loc. 
cit. ; Oulmont,  loc.  cit.  ; Thierfelder  and  Ackermann 
(yellow  hepatisation),  Deutsch  Arch.  f.  Klin.  Med.  1872, 
vol.  X.  (figures) ; Lancereaux,  Atlas  Path.  Anat.  pp.  95, 
124,  294,  296,  pi.  xx.  xxix.  fig.  3. 

® Thierfelder  and  Ackermann,  loc.  cit. 
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In  addition,  recent  researches  have  shown  that  part  of  the  induration  is  due  to  an  actual 
orsranisation  of  the  exudation  in  the  interior  of  the  alveoli,  which  some  observers  have 
attributed  to  the  organisation  of  the  white  blood-corpuscles,  a fibrillar  texture  being 
formed,  in  which  the  epithelial  cells  are  imbedded 
and  finally  disappear.  This  newly-formed  tissue 
blends  with  that  of  the  alveolar  walls,  the  elastic 
fibres  of  w^hich  persist  in  the  earlier  stages.^  That 
this  change  is  not  constant  is  apparent  from  the  de- 
scription of  tlie  authors  above  cpioted,  and  also  from 
the  case  which  I append  {Case  32^  Attwood).  In 
this  {see  XLII.  1)  the  thickening  of  the  walls  by 
a fibronuclear  growth  passing  into  broad-banded 
fibres  is  very  distinct,  and  the  epithelium  showed 
no  traces  of  organisation.  In  other  cases  of  a more 
advanced  character,  when  the  lung  has  become 
almost  Avholly  fibroid,  the  epithelium  has  still  been 
found  persistent,  but  assuming  a cubical  form,^  and 
in  some  the  epithelium  may  be  found  intact  in  the 
interior  of  the  alveoli,  which  are  much  diminished 
in  size  from  the  thickening  of  their  walls, ^ while  in 
others  it  may  be  largely  increased  in  amount,  densely 
filling  the  alveoli.^ 

The  gemxmQ  jib  raid  induration^  the  ‘black  induration’  of  Andral,  the  ‘cirrhosis’  of 
recent  writers,  presents  a tissue  resembling  that  of  fibro-cartllage  5 it  can  be  cm;  only  with 
great  difficulty,  and  creaks  under  the  scalpel.  The  section  is  smooth  and  uniform,  except 
where  traversed  by  the  bronchial  tubes  and  vessels.  It  is  more  or  less  deeply  pig- 
mented, sometimes  intensely  so,  and  the  surface  is  crossed  liy  white  bands  re})resenting 
the  thickened  interlobular  septa,  which  are  less  pigmented  than  is  the  indurated  pulmonary 
tissue.  The  lung  is  greatly  diminished  in  size,  and  the  pleura  covering  it  is  usually 
extremely  thickened.  The  hing-tissue,  thus  changed,  presents  a structure  in  which  the 
fibre  element  predominates  in  various  degrees.  In  some  parts  the  structure  is  entirely 
fibroid,  with  broad  bands  of  anastomosing  and  interlacing  fibres.  Where  this  transforma- 
tion is  still  incomplete,  fusiform  cells  are  found,  and  in  other  places  round  cells  passing 
into  fusiform  or  directly  into  fibre  tissue.^ 

'Jlie  induration  of  the  lung  which  succeeds  to  compression  hy  pleurisy  differs  in  some 
marked  features  from  the  foregoing,  and  it  is  doubtful  whether  the  term  ‘ chronic  pneu- 
monia ’ is  applicalile  to  it,  although  it  has  been  described  by  many  as  a ‘ chronic  interstitial 
pneumonia.’  The  latter  term  may  perhaps  be  applicable  to  some  extent,  inasmuch  as, 
during  the  acute  stage  of  pleurisy,  the  interlobular  septa,  extending  from  the  inflamed 
membrane,  are  found  filled  with  inflammatory  j^roducts,  and  this  change  may  sometimes 

’ See  T.  II.  Green,  Pailiology  and  Morhul  Anatomy,  Laveran,  Union  Med.  1880,  No.  ‘2‘2,  supplement;  Clmrcot 
.3rd  ed.  p.  0,  4tli  ed.  p.  356.  Woroniclien,  Sitei-Bericht,  id'.  liev.  Mcnsucllc,  1878,  p.  784. 

Alcad.  Wiss.  zn  Wien,  1868,  vol.  Iv.  ii.  attributed  tliis  ® Onlmont,  Proyres  Medicate,  1877,  p.  584. 
organisation  to  cells  derived  from  the  epithelium  ; ^ Thierfelder  and  Ackermann,  loc.  cit.  This  case  was 

Eppinger,  Prayer  Vicrteljalirselirift,  1875,  vol.  exxv.  of  19  months’ standing.  They  teem  in  epithelial  Iiepatisa- 
(white  corpuscles) ; Sydney  Couj)land,  Path.  Trans.  1880,  tion.  See  also  report  by  T.  H.  Green  and  Burdon-Sander- 
vol.  XXX.  and  Lancet,  1879  (leucocytes) ; Marchand,  son  on  0.  T.  WiUiams’s  case.  Path.  Trans.  1870,  vol.  xxi. 
Virchow’s  Arehiv,  1880,  vol.  xxxii.  (white  corpuscles).  ^ See  Heschl’s  descriptions,  loc.  cit.  ; also  the  case  of 

Kiittner,  Vircluny’s  Arehiv,  1876,  Ixvi.  21  ; Attwood  (Case  32). 


Fut.  38. — Induration  of  lung,  thickening  of 
wall  of  alveoli  by  cell-growth.  (From 
Heschl,  Prayer  Viertcljahrschrift,  1856, 
vol.  li.) 
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extend  for  a considerable  distance  into  the  interior  of  the  lungd  I liave  already  produced 
evidence  to  show  that  some  cases  of  chronic  pulmonary  induration  may  proceed  from  an 
old  pleurisy,  but  the  cases  in  which  this  mode  of  origin  has  been  actually  demonstrated 
are  comparatively  few.^  Some  authors  have,  however,  placed  them  in  a special  class,  under 
the  name  of  ‘ pleurogenic  pneumonias.’  ^ 

There  is  indeed  strong  a jn’iori  probability  that  the  induration  thus  resulting  from 
pleurisy  would  develop  in  this  manner,  but,  considering  the  frequency  of  pleural  effusions, 
it  is  somewhat  remarkable  how  rarely  uncomplicated  cases  of  this  nature  can  be  met  with, 
and  in  a very  large  proportion  the  lung  remains  simply  collapsed  and  airless  ; although 
hard  and  tough,  it  presents  no  special  growth  of  connective  tissue  in  the  alveolar  walls 
or  interlobular  septa,  like  that  resulting  from  acute  pneumonia.'^  Some  authors,  and 
notably  Lebert,®  have  ascribed  a large  proportion  of  cases  of  bronchial  dilatation,  asso- 
ciated with  induration  of  the  lung,  to  past  pleurisies  ; but  the  statistics  of  bronchiectasis 
show  that  the  theory  is  scarcely  tenable,  since  a large  number  originate  either  in  acute  or 
catarrhal  pneumonia  or  in  tubercle.*' 

It  is  probable  that  collapse  of  the  lung  may  lead  to  similar  changes.  Rokitanski  has 
stated  that  it  is  attended  with  tibro-nuclear  growth  in  tlie  walls  of  the  alveoli,^  but  the 
process  by  which  induration  proceeds  from  this  has  been  very  little  studied.® 

The  term  ‘interstitial  pneumonia  ’ has,  however,  been  applied  in  a general  sense  (I 
believe  inaccurately)  to  a large  number  of  all  cases  of  fibroid  thickenings  of  the  lung 
(including  those  of  tubercular  origin,  to  wliich  I shall  refer  in  another  section),  and  some 
authors,  who  use  the  term,  expressly  state  that  the  site  of  this  thickening  is  in  the  alveolar 
wall.^  I believe  that  it  is  desirable,  in  a pathological  sense,  to  regard  the  latter  as  distinct 
from  thickening  of  the  interlobular  septa,  although  the  two  conditions  may  be  occasionally 
combined.  Tlie  number  of  cases  in  which  thickening  of  the  interlobular  septa  has  been 
found  as  an  independent  condition,  apart  from  the  other  changes,  is  limited  to  five.^*^  It 


' E.  Wagner,  ‘ Beitrage  Path.  Anat.  der  Plem-a,’ 
Arch  iv  fit  r Heilkimde,  vol.  xi. ; lilein,  Anatomy  of  the 
Lymphatic  System. 

See  aiite,  note  3,  p.  46  ; also  Bronardel,  Bull.  Soc.  Med. 
Hop.  1872,  p.  1C8;  Parrot,  Gaz.  Hehdom.  1864  (Canstatt’s 
Jahrsbericht,  1864).  Ziemssen  {Pleuritis  und  Pneu- 
monie  im  Kindesalter,  p.  93)  says  that  from  his  clinical 
experience  he  believes  bronchiectasis  to  be  not  uncommon, 
hut  that  he  has  not  met  with  pathological  proof. 

® Charcot,  Bev.  Mens.  1878 ; Ziegler,  Lehrb.  Path. 
Anat.  1883,  p.  889  (figiu’es). 

Goodhart  (Guy's  Hosp.  Bep.  1877,  p.  21.5)  be- 
lieves that  fibroid  change  in  the  liTug,  with  interlobular 
thickening  extending  along  the  bronchi,  is  almost  con- 
stant in  empyema.  But  in  24  iiost-mortems  there  are 
only  three  in  which  this  change  is  distinctly  mentioned; 
one  of  these  was  tubercular,  in  another  there  was  bron- 
chial dilatation.  In  three  the  lung  was  airless  and  hard  ; 
in  one  it  was  healthy  ; in  one  there  were  small  nodules  of 
induration  (chronic  tubercle  ?) ; in  twelve  there  were  either 
tubercles,  caseous  changes,  abscesses,  cavities,  or  pneu- 
monia ; and  in  three  simple  collapse.  Interlobular  thicken- 
ing may  follow  induration  of  a pneumonic  origin  (see 
Eustace  Smith,  Clinical  Studies,  Obs.  xxxii.)  In  a case 
by  Regimbeau  (Obs.  vi.),  in  which  he  attributes  the 
induration  to  pleurisy,  the  apex  was  more  solidified  than 
the  other  parts  of  the  lung. 

^ Lebert,  Brusthranhheiten,  i.  259,  280,  302,  310. 

" Biermer,  ‘ Bronchiectasie,’  Virchow' s Handhtich 
sjiec.  Path,  und  Therap.  vol.  v.  abth.  i.  p.  749),  reckons 
the  cases  of  bronchiectasis  originating  in  acute  lobar 
pneumonia  as  one-fourth  of  the  whole  number.  Kaulich 
(Klin.  Bericht  Prayer  Vierteljahrsch.  1861,  p.  97)  found 


that  four  out  of  six  cases  of  bronchiectasis  resulted  from 
a past  pneumonia.  M.  Lebert  (loc.  cit.  622)  admits  that 
a lobar  pneumonia  which  has  become  chronic  may  pass 
into  bronchiectasis.  With  regard  to  the  proportion  of 
tubercle,  see  Grancher,  Archiv.  de  Plvys.  1878.  There  is 
no  doubt  that  adhesions  of  the  pleura  are  frequently  found 
in  bronchiectasis,  and  Biermer  thinks  that  they  aid  in 
producing  it  by  distinbing  the  respiration.  He  admits, 
however,  that  they  may  have  originated  in  a past  pneu- 
monia, or  may  be  secondary  (see  Virchow’s  Archiv,  xix. 
162  et  seq.)  It  may  be  remarked  that  bronchiectasis 
occurs  in  an  infinitely  small  proportion  of  all  cases  of 
pleTiral  adhesions.  IBollinger  (Deutsch.  Archiv  Klin. 
Med.  1868,  v.  143)  found  adhesions  in  73  per  cent,  of  all 
post-mortems,  and  does  not  mention  bronchiectasis. 

’’  Path.  Anat.  1861,  iii.  50. 

® Eindfieisch  (Lehrhuch  Path.  Getuebelehre,  7th  ed. 
p.  357)  deduces  grey  induration  from  collapse,  but  his  de- 
scription must  refer  to  tubercular  cases.  Ziegler  (Lehrb. 
1883)  refers  them  to  thickening  of  the  septa  ; his  descrip- 
tions (with  figures)  apply  chiefly  to  the  apices  (p.  853). 

® See  especially  Cornil  and  Ranvier,  Mamiel  d’Hisf. 
Path.  2nd  ed.  1882,  ii.  131  et  seq.  Compare  also  ib.  ii. 
108,  where  they  state  that  in  broncho-jmeumonia  there  is 
no  interstitial  pneumonia,  because  the  walls  of  the  alveoli 
are  not  affected. 

Greenhow  (Path.  Soc.  Trans.  1877,  xxviii.  231) 
described  one  in  Addison’s  disease,  but  there  was  also 
disease  of  the  bronchial  glands,  which,  as  Dr.  Moxon  has 
remarked  (Path.  Soc.  Trans,  vols.  xxiv.  and  xxviii.),  leads 
to  thickening  of  the  lymj)hatic  tissue  throughout  the  lung 
(see  Interlobular  Pneumonia). 
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is  common  in  tuberculosis,  and  probably  some  cases  described  as  cirrhosis  belong  to  this 
category^  The  cases  in  which  a simple  interstitial  fibroid  thickening  has  been  described 
were  all  unilateral  ; this  points  to  some  past  local  conditions  affecting  one  lung  only,  which, 
as  Green  has  remarked,  may  very  possibly  have  been  a pneumonia  which  had  under- 
gone resolution,  and  has  left  no  other  traces  than  changes,  sometimes  progressive,  in  the 
interlobular  septa,"  a condition  already  alluded  to  ; this  opinion  receives  confirmation  from 
a case  by  Goodhart,  where  the  change  was  actually  observed  in  progress.®  In  another, 
however,  recorded  by  Wilks  and  Sutton,  it  is  described  as  affecting  both  lungs,  and  no 
other  circumstantial  change  existed  to  explain  the  appearance.'^ 

B7'oncMal  dilatation  co-exists  in  a very  large  proportion  of  all  these  cases  of  pulmonary 
induration  ; it  was  present  in  thirty-one  out  of  thirty-nine  cases  which  I have  analysed. 
Sir  Dominic  Corrigan,  as  is  well  known,  attributed  the  dilatation  to  traction  on  the  walls 
of  the  bronchi  by  the  fibroid  lung.  This  view  is  untenable,  except  in  cases  where  the 
lung  is  firmly  adherent  to  the  pleura,  since  the  effect  of  the  retracting  lung  would  be  to 
close  the  tubes  ; even  in  the  presence  of  adhesion,  this  mechanism  appears  improbable. 
The  discussion  on  this  point  has  been  extensive.®  By  some  the  dilatation  has  been 
ascribed  to  retained  secretion  ; by  others,  to  inspiratory  efforts,  in  consecpience  of  which 
the  bronchi  dilate  in  order  to  compensate  for  the  non-expansion  of  the  lung.  The 
explanation  of  the  association  is  a matter  of  pure  hypothesis,  but  the  evidence  seems  to 
show- that  in  some  cases  the  dilatation  of  tubes  and  the  induration  of  the  lung  are  due  to 
one  common  cause  and  are  more  or  less  simultaneous,  as  when  they  result  from  acute  or 
broncho-pneumonia,  or  from  broncho  pneumonia  witli  collapse;  in  the  latfer  condition, 
as  in  whooping-cough,  bronchial  dilatation  is  very  common  in  the  collapsed  parts.  In  the 
whole  of  this  group  of  cases,  as  well  as  in  others  where  bronchial  dilatation  is  found(as  in 
the  chronic  indurations  of  phthisis),  I believe  that  the  mechanism  is  identical  with  that 
advocated  by  Sir  W.  Jenner and  Mendelssohn,^  as  effective  in  the  production  of  emphysema, 
viz.  that  the  dilatation  results  from  the  expiratory  force  of  cough,  acting  on  tissues  which 
have  lost  their  elasticity  ; this  loss  exists  in  the  collapsed,  consolidated,  or  indurated 
lung,  just  as  it  does  in  the  weakened  bronchial  wall.  The  dilatation  may  also  bo 
increased,  as  jMendelssohn  remarked,  by  the  secretion  in  the  bronchi  Ijeing  driven  to  their 
tei’ininations,  owing  to  the  loss  of  contractile  j^ower  in  the  lung.  Charcot  makes  a 
distinction  between  the  indurations  resulting  from  acute  lobar  pneumonia  and  those 
resulting  from  broncbo-pneumonia,  on  the  ground  that  dilatations  of  the  bronchi  are  present 
in  the  hitter  and  alisent  in  the  former.  It  is  undoubtedly  true  that  in  the  l3roncho-pneu- 
monia  of  childhood,  dilatations  of  the  lirondii  are  more  common  than  in  primary  pneumonia, 
and  that  when  the  malady  Iiecomes  chronic,  the  dilatations  persist  and  increase  in  the  stage 
of  induration.  It  is  also  true  that  in  acute  jmeumonia,  bronchial  dilatation  is  not  a 


* To  this  class  prol)ahly  belongs  a case  of  Imniermann, 
Dcidscli.  Arch.  Ixlin.  Mc(l.  18G9,  vol.  v.  Both  lungs  con- 
taineil  nodular  masses  and  dense  fibroid  cicatricial  masses. 
See  also  Keynolds’s  System  of  Med.  iii.  790. 

• Hilton  bagge,  Path.  Snc.  Trans,  vol.  xx. ; T.  II.  Green, 
Path.  Soc.  Trans.,  vol.  xxiii.  ; Eppinger,  Prayer  Vicrtcl- 
jah rsch.  \ol.  exxv.  two  cases  ; Barlow  and  Sutton,  P«77i. 
Soc.  Trans,  vol.  xvi.  Ejipinger’s  and  Barlow’s  cases  are 
not  cases  of  interstitial  jjnenmonia,  as  tlie  lung-tissue  was 
consolidated.  Eppinger  tliought  that  in  his  the  thickening 
proceeded  inwards  from  tlie  pleura. 

® Goodhart,  Pa,th  Soc.  Trans.  1874,  xxv.  33.  A some- 
wliat  similar  case,  liut  of  less  certain  nature,  is  given  by 
Lancereaiix,  Atlas,  pp.  199,  '255. 

' Button,  Med.-Chir.  Trans,  xlviii.  309.  Sections 
of  the  lungs  showed  that  they  were  uniformly  invaded 


by  a tough  fibre-tissue,  which  had  destroyed  their  natural 
texture,  and  rendered  them  partially  airless  and  very 
hard.  There  were  no  circumscrilied  masses  of  hard 
tissue,  as  sometimes  seen,  but  the  pulmonaiy  tissue 
apjieared  invaded  in  all  parts  ; thus  the  natural  aspect 
was  lost,  being  wrapped  or  interwoven  with  fibrous  fila- 
ments. I’arts  of  the  lungs  were  emphysematous,  the 
other  organs  being  healthy.  Bost-mortem  notes  by 
Wilks. 

^ Bee  Biermer,  Virchow’s  Handhuch,  vol.  v.,  and 
Arcliiv  fiir  jnitJi..  Anat..  xix.,  also  Bastian,  Beynolds’s 
Sysf.  Med.  vol.  iii. 

Bir  W.  Jenner,  Med.-Chir.  Trans.  1857  ; and 
Keynolds’s  Syst.  of  Med.  vol.  iii. ; Mendelssohn,  Mcchnn- 
ismus  dcr  llcspiration,  1845,  pp.  257-8. 
lievuo  Mensuelle,  1878,  ii.  781-5. 
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marked  feature,  but  evidence  exists  tliat  it  may  be  found  wlien  the  pneumonia  has  passed  into 
a condition  of  indurationd  In  another  group  of  cases  the  association  is  probably  different, 
and  it  is  possible  that  the  induration  of  the  lung  may  be  secondary  to  a primary  bronchial 
dilatation,  owing  to  pneumonia  being  set  up  around  the  enlargement.  It  must  be  re- 
marked that  bronchial  dilatation,  as  a chronic  permanent  condition,  is  a rare  affection 
apart  from  consolidative  pulmonary  change,^  and  is  a much  less  common  accompaniment 
of  chronic  bronchitis  than  ordinary  phraseology  would  imply.  That  such  secondary 
pneumonia  does  occur  in  cases  of  brochiectasis  is  well  established.  Inflammation  occurs 
not  only  around  the  dilated  tubes,  but  in  other  parts  of  the  lung  ; and  extension  of  the 
induration,  and  also  of  the  dilatation,  through  the  agency  of  the  indurating  pneumonia, 
is  thus  easily  understood.^  Traube’s  observations  have  shown  the  interesting  fact  that 
putrid  bronchitis,  not  apparently  directly  dependent  on  bronchial  dilatation,  may  equally 
induce  a chronic  pneumonia,  ending  both  in  induration  of  lung  and  in  bronchiectasis."^ 
The  bronchial  dilatation  leads  in  some  of  these  cases  to  ulcerated  cavities,  in  others  to 
gangrene,  and  the  two  are  not  unfrequently  combined.^ 

Chronic  Ulcerative  Pneumonia,  apart  from  bronchiectasis,  is  a disease  whose  origin  is 
often  uncertain.  Some  of  the  recorded  cases  were  probalffy  tubercular,  but  in  others  the 
existence  of  a single  cavity  in  the  lung,  surrounded  or  not  by  induration,  leaves  a doubt 
as  to  the  manner  of  its  production.*^  It  is  possible  that  some  cases  may  have  arisen 
from  abscess,  and  others  from  embolism.  Their  most  frequent  cause  is  the  passage  of 
a foreign  body  into  the  lung,'^  but  a few  cases  exist  in  medical  literature,  in  which  none 
of  these  causes  w^ere  demonstrable.  Bayle’s  cases  of  ‘ ulceration  of  the  lung,’  as  Laennec 
remarked,  were  probably  instances  of  gangrene  ; but  one  also  of  these  was  apparently 
caused  by  a bone  entering  the  bronchus  (although  the  bone  was  not  discovered),  and  he 
states  that  the  condition  may  be  complicated  with  tubercle,  or  with  the  induration  of  the 
lung  which  he  describes  as  ‘ phthisis  with  melanosis  ’ (chronic  induration).®  That  an 
abscess  may  result  from  acute  pneumonia,  and  pass  into  a chronic  state,  surrounded  by 
induration,  is  demonstrated  by  some  recorded  cases,®  though  as  a rule  cures  are  not  un- 
common in  cases  of  abscess  having  this  origin.^®  Traube  speaks  of  abscess  resulting  from 


^ See  ante,  note  5,  p.  54,  cases  by  Laennec,  Andral, 
Biermer  ; also  Lebert,  Brustlirankheiten,  p.  558  ; Rapp, 
Veyhandliingen  Wiiraburg.ph ijs.-med.  Gesellschaft, p.  147, 
four  cases. 

- An  analysis  of  Biermer’s  35  cases  of  bronchial  dila- 
tation shows  that  in  only  11  was  pulmonary  iudm'ation 
absent  (Virchow’s  Archiv,  vol.  xix.) 

^ Laennec’s  fourth  case  of  ‘ Dilatation  des  Bronches,’ 
Aicsc.  Med.  2nd  ed.  i.  229  ; Stokes,  Dis.  Chest,  p.  158  ; also 
Biermer,  loc.  cii.  obs.  i.  ii.  xiv.  xviii.  xxi.  xxiii.  xxiv. 
xxix.  ; Zieinssen,  Pleuritis  und  Pneumonie  im  Kindcrs- 
alter,  1862,  p.  260. 

* Traube,  Gesammelte  Beitrdge,  ii.  583,  590,  obs. 
V.  and  vi.  The  converse,  viz.  putrid  bronchitis  with 
bronchial  dilatation,  arising  from  a chronic  pneumonia,  is 
shown  in  his  obs.  x.  p.  615. 

Sir  R. Carswell  [Illust.  Elementary  Forms  of  Disease, 
art.  ‘ Mortification  ’ ) speaks  of  gangrene  as  a result  of 
chronic  pneumonia.  For  cases  of  this  nature  see  Andral 
Clin.  Med.  hi.  obs.  64,  p.  474  ; "Walshe,  Med.  Times  and 
Gaz.  1865,  p.  156 ; Coupland,  Path.  Soc.  Trans,  xxx. 
gangrene  and  abscess) ; Greenhow,  Path.  Soc.  Trans. 
xxiii.  (ulceration) ; Green,  Path.  Soc.  Tra?is.  xx.  (ulcera- 
tion). Compare,  also,  Dietrich,  Liingenhrand  im  Folge 
von  Bronchialcrioeiterung ; Rapp,  Wurzburg.  Verhand- 
Imigen,  xol.i.;  Briquet,  Arc7w«es  Generates,  1841;  Biermer, 
loc.  cit. ; Barth,  loc.  cit.  obs.  xi. 

Laennec  {Ausc.  Med.  2nd  ed.  p.  582)  speaks  of 
having  found  single  cavities  in  the  lung,  but  he  apparently 


regards  them  as  having  been  of  tubercular  origin. 
Another  case  of  this  nature  is  recorded  by  Louis  (Phth  isie 
Pulinonaire,  2nd  ed.  obs.  iii.  ji.  23).  The  indurations  of 
the  lung  reported  by  Portal  are  for  the  most  part  of 
tubercular  nature,  and  especially  so  in  his  ‘ phthisis  from 
inflammation  ’ ; one  of  these  is  a case  of  abscess  of  the 
liver.  Among  his  cases  of  ‘ phthisis  from  catarrh,’  is  one 
of  abscess  of  the  lung  caused  by  injury.  Charcot’s  case 
of  chronic  ulcerative  pneumonia  (Pneumonie  Chronique, 
Paris,  1860,  p.  66)  had  tubercles  in  the  opposite  lung. 

Broussais  (Pdist.  des  Phlegmasics,  ii.  6)  says  that  this 
was  the  only  case  of  excavation  which  he  ever  foimd, 
except  in  the  presence  of  tubercles. 

® Bayle,  Phthisie  Pidmonaire,  obs.  xxvi.  p.  248. 
Most  of  Bayle’s  other  eases  were  complicated  by  tubercles. 
He  describes  (pp.  30,  33)  the  walls  as  ‘ blackened,  stinking, 
and  soft.’  The  affection  was  very  rare  in  his  experience  — 
14  instances  in  900  cases  (p.  98). 

® Stokes  (Dis.  of  the  Lungs,  p.  316)  said  that  he  was 
acquainted  with  several  cases  of  chronic  pulmonary 
abscess  resulting  from  pneumonia.  See  also  Andral,  Clin. 
Med.  iii.  474 ; Heyfelder,  Studien  im  Gebiete  der  Hcil- 
wissenscliaft,  p.  52  (two  cases  quoted). 

Graves,  (Clin.  Med.  ii.  45)  alludes  to  a number  of 
such  cases.  See  also  Leyden,  Liin genabscesse  in  Volk- 
mann’s  Sammlung  Min.  Vortrdge ; Traube,  Ges.  Beitrdge, 
ii.  466  ; and  Behier,  Conferences  de  Clinique  Medicate  ; 
Grisolle,  Traite  de  la  Pneumonie,  p.  20  ; — for  a collection 
of  cases. 
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a chronic  pneumonia,  but  some  of  his  cases  are  not  without  a suspicion  of  tubercular 
origin,  although  they  did  not  present  grey  granulations;^  this  remark  applies  also  to 
some  others  to  be  found  in  medical  literature."  Gangrene  and  embolism  supply  other 
instances.^ 

Apart  from  these  conditions  it  remains  an  open  question  whether  either  acute  primary 
or  catarrhal  pneumonia  does,  in  passing  into  the  chronic  state,  give  rise  directly  to 
pulmonary  ulceration.  The  remaining  unexplained  cases  are  so  few  (only  three  or  four 
in  number)  that  no  general  doctrine  can  be  founded  on  them,'^  though  a few  cases 
exist  where  a quasi-gangrenous  action  appears  to  have  occurred  in  disseminated  spots  in 
the  course  of  an  acute  specific  disease.^  Aufrecht  ® has  described  an  ulcerative  pneumonia 
of  which  he  states  that  he  has  seen  seven  instances.  Of  his  four  published  cases,  f>ne 
recovered  with  signs  of  a cavity  after  an  acute  illness,  which  may  have  been  pneumonia  ; 
two  had  tubercle  ; and  the  third  (Xo.  1),  dying  within  four  weeks  of  invasion,  had  a 
grey  hepatisation,  breaking  down  in  the  middle  lobe,  a condition  analogous  either  to 
abscess  or  gangrene. 


BROWX  IXDURATIOX. 

{BB.OWN  INDURATION  OF  THE  Lt/WG— HASSE).  INDURATION  OF  THE  LUNG  IN 

HEART-DISEASE. 

Plate  XXII,  figs.  3 and  4.  Plate  XLIY.  figs.  10  and  11. 


In  the  lungs  of  patients  who  are  the  subjects  of  chronic  heart-disease,  and  particularly 
of  mitral  regurgitation  or  obstruction,  the  permanent  congestion  of  the  pulmonary  tissue 
leads  to  a ]ieculiar  induration  and  pigmentation,  which  are  well  expressed  by  the  term 
‘ brown  induration  ’ introduced  l)y  Hasse.  The  condition  has  been  especially  described 
1)y  Hasse,  Virchow,  and  Zenker.^  In  its  more  advanced  stages  the  lung  is  very  dense  and 
firm,  but  has  lost  some  of  its  elasticity,  and  tends  to  pit  on  pressure,  though  it  tears  with 
great  difficulty.  Virchow  described  the  lung  as  enlarged,  and  as  not  collapsing  when 
the  thorax  is  oi)ened.  The  enlargement  has  not  appeared  to  me  to  be  constant  unless 
there  is  also  emphysema.  When  emphysema  has  preceded  or  attended  the  development 


' See  especially  two  cases  by  Traiibe,  Ges.  Bcitrage, 
ii.  915.  Each  contained  cavities  in  both  lungs,  and  in  the 
second  ease  these  were  multiple,  with  numerous  spots  of 
lolndar  hepatisation  (soft  tubercle?).  Traube  describes 
these  as  cases  oi  Alelaiistic  Flifhisis. 

^ See  the  second  case  recorded  by  -Tblken,  Limgcn- 
ahsccsse,  Diss.  -Jena,  1874,  j).  38  (cavities  in  both  lungs, 
dilatation  of  bronchi  and  grey  granulations).  See  also 
an  te,  notes  0,  7,  8,  p.  50.  Kaunenberg  (‘  Lungenabscesse  ’ 
Char  tie- Aimalen,  1877,  iv.  224)  attributes  chronic  abscess 
to  a chronic  pneumonia,  but  of  his  four  eases  the  two  }iub- 
lished  are  probably  tuliercular  (peribronchitis) ; the  details 
of  the  others  are  not  given. 

^ See,  for  a collection  of  cases,  Massoine,  ‘Quebptes 
Eonnes  Hares  de  Cavernes  Pulmonaires,’  These  de  Paris, 
1874.  One  of  Lebert’s  cases  (i.  730)  illustrated  gangrene. 

“ The  chief  among  these  ai-e  the  following  : — 8ir 
I’lisdon  Bennett,  I'ath.  Soc.  Trans,  xii. ; scarlatina  18 
months  liefore  ; cavity  at  root  of  lung  surrounded  by  grey 
hepatisation  ; T.  11.  Green,  Path.  Soc.  Trans,  vob  xx. ; 


chronic  cough,  induration  at  base  of  one  lung,  multiple 
cavities  in  this  area,  moderate  dilatation  of  bronchi ; 
C.  IMVillianis,  Pa  th.  Soc.  Trans.  1870,  vol.  xxi. ; induration 
and  excavation  of  one  apex;  Lancereaux,  Atlas,  pi.  xxix. 
fig.  4,  pp.  190,  295 ; ulceraticui  in  midst  of  old  indura- 
tion at  root  of  lung  (syphilis  ?) 

^ Biermer,  Virchow’s  Archiv,  xix.  274  ; Buhl,  Vchcr 
acute  Lungcnalroidiic,  Virchow’s  Archiv,  xi.  275. 

Pathologischc  Mittheilungcn,  Magdeburg,  1881,  p.  89. 

’ A brown  induration  of  the  lung  was  described  by 
Andral  under  the  title  of  ‘hypertrophy,’  birt  he  did  not 
notice  its  association  with  heart-disease  ; see  Path.  Avat. 
li.  516.  It  was  also  observed  by  Hope,  Morhid,  Ariatomy. 
Hasse  {Path.  Anat.  Circulation  and  Bcsinralion,  8yd. 
Soc.  ed.  p.  225)  appears  to  have  been  the  first  to  associate 
it  with  heart-disease.  Other  descriptions  are  given  by 
ATrehow,  in  his  Hrc/ibe,  vol.  i. ; by  Zenker,  Bcitrdgo  ,eur 
norm.  u. gntth.  Anat.  der  Limgcn]  and  by  Buhl,  Virchow’s 
Archiv,  vol.  xvi. 
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of  the  heart-disease,  the  increase  of  size  of  the  lungs,  and  their  induration,  justify  Andral’s 
designation  of  ‘ hypertrophy.’  In  the  earlier  stage  (XXII.  3)  they  show  only  an 
extreme  vascularity,  which  often  is  irregularly  distributed  and  punctiform,  but  at  later 
periods  they  feel  more  uniformly  solid,  are  of  a yellowish-red  or  deep  brown  colour,  and 
on  scraping  or  pressure  they  yield  a brownish-red  oedematous  fluid  (Virchow)  (XXII.  4). 

The  Micmscopical  Changes  that  occur  in  this  condition  are  as  follows.  There  is  a great 
distension  of  the  capillaries  of  the  alveolar  wall ; an  accumulation,  to  a greater  or  less 
extent,  of  pigmented  epithelium  in  the  interior  of  the  alveoli,  and  finally  a fibroid  thicken- 
ing of  the  walls  of  the  alveoli,  and  also  of  the  coats  of  the  arteries  and  veins.  The 
varicose  distension  of  the  capillaries  has  Ijeen  insisted  upon  by  most  recent  writers^ 
{see  XLIY.  10,  11),  and  it  may  exist  to  such  an  extent  that  the  alveolar  wall  appears  to 
consist  entirely  of  distended  capillaries.  Orth  has  found  not  only  the  capillaries,  but 
also  large  vessels  completely  obstructed  by  masses  of  pigment  in  the  forui  of  granules, 
scales,  and  spiculae.^  The  epithelium- cells  of  the  alveoli  are  swollen  and  increased  in 
number  within  the  alveolar  cavity.  They  appear  as  cells  containing  haematoidin  pigment 
in  various  stages  of  transformation  from  yellow  to  black,  and  also  as  larger  granule- cells 
(Virchow).  Pigment  is  also  found  largely  in  the  alveolar  walls  both  in  a free  form 
and  also  contained  in  cells  {see  XLIV.  10,  11).  The  epithelial  proliferation  in  some 
cases  increases  until  the  alveoli  are  completely  filled  by  these  cells,  and  then  the  surface 
may  be  finely  granular,  sprinkled  with  yellow  or  whitish  specks  in  the  dark  brown  ground 
(XXII.  4),  and  in  this  condition  the  change  resembles,  and  may  even  be  held  patho- 
logically to  be  identical  with,  some  forms  of  chronic  pneumonia.  Such  portions  are  solid, 
and  sink  in  water.^  Friedreich  has  found  corpora  amylacea  in  these  luugs.^  Thickening 
of  the  alveolar  walls  was  affirmed  by  Andral  ; it  is  not  described  by  Virchow,  and  Zenker 
did  not  find  it,  but  it  is  expressly  insisted  upon  and  figured  by  Rokitanski,®  as  a form 
of  fibrous  thickening.  I have  found  it  to  a greater  or  less  extent  in  all  the  specimens 
which  I have  examined,  but  it  was  not  equally  prevalent  in  all  parts  of  the  same  lung. 
There  is,  in  some  cases,  an  increase  in  number  of  the  nuclei  of  the  alveolar  walls,  but 
they  do  not  form  masses  or  groups.  In  others  the  condensation  appears  to  be  due  only 
to  the  crowding  of  the  epithelium  in  the  interior  of  the  alveoli.  The  fibrous  thickening 
also  exists  to  a marked  degree  around  the  coats  both  of  tlie  arteries  and  veins,  and  may 
also  be  seen  around  the  bronchi,  but  to  a less  degree.  The  thickening  around  the  vessels, 
in  some  parts,  is  less  fibrous  than  homogeneous,  having  a quasi-cartilaginous  appearance, 
and  this  is  especially  seen  around  the  pulmonary  veins.  Hypertrophy  of  the  organic 
muscular  fibres  of  the  alveolar  passages  and  alveolar  walls  has  been  described  in  this 
form  of  induration  both  by  Orth  and  Rindfleisch.^’ 


^ Zenker,  loc.  cit. ; Buhl,  Vu'chow’s  Archiv,  vol.  xvi. 
(both  with  figm’es) ; also  Thierfelder,  Atlas ; Kindfleisch, 
Lehrbuch. 

- Orth,  Virchow’s  Archiv,  Iviii.  126. 

^ They  were  described  by  Isambert  and  Robin  under 
the  title  of  ‘ Carnification  congestiale,’  Mem.  Soc.  Biol. 
1855,  T.  20,  sec.  ii.  p.  3,  essay. 

^ Virchow’s  Archiv,  x.  206. 

^ Path.  Anat.  1861,  iii.  46.  He  states  that  in  one  case 


the  condition  was  apparently  the  result  of  narrowing  of 
the  pulmonary  artery. 

^ Orth,  loc.  cit. ; Rindfleisch,  Lehrbuch,  5th  ed.  p.  391 
(figure).  Buhl  {Lungenentziindung,  &c.  p.  58)  describes 
a muscirlar  cirrhosis  as  one  of  the  terminations  of  ‘ des- 
quamative pneumonia.’  For  a further  description  of  this 
hypertrophy  see  Eberth,  Virchow’s  Archiv,  1878,  Ixxii. 
96  et  seq. 
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DISEASES  CAUSED  BY  THE  INHALATION  OF  DUST. 
(Plate  XXII.  figs.  1 and  2.  Plate  XLIV.  figs,  1-9). 


That  pidmonary  disease  can  arise  from  some  trades  exposing  the  workers  to  the  inhala- 
tion of  dust  of  an  irritating  character,  has  been  known  since  tlie  writings  of  iMorgagni. 
The  affection  thus  induced  resembles,  in  some  cases,  chronic  pulmonary  phthisis,  being, 
like  it,  associated  with  consolidation  and  ulceration  of  the  lung.  In  other  cases  these 
changes  are  absent,  and  the  pathological  consequences  are  those  of  chronic  bronchitis  and 
emphysema.  The  most  injurious  occupations  are  those  in  which  mechanically  irritating 
particles  are  inhaled,  especially  sandstone-dust  and  lime-dust,  and  next  to  these  ranks  the 
work  in  coal  mines.  It  is  probable,  however,  that  in  the  latter  occupation  only  a small 
proportion  of  the  workers  are  affected,  while  in  the  former,  as  among  the  Shefiield  knife- 
grinders,  hardly  any  escape.  I purpose,  in  this  article,  only  to  consider  the  phthisical 
changes,  just  mentioned,  and  it  must  be  stated  that  even  in  the  case  of  these,  the  amount 
of  information  respecting  their  precise  nature  is  still  somewhat  meagre. 

The  direct  causation  of  these  diseases,  by  the  irritant  particles  inhaled,  is  proved  by 
the  discovery  within  the  lungs  of  the  foreign  Imdies  lodged  in  the  tissues.  This  has  been 
long  recognised  in  tlie  case  of  sand  and  flint,  both  before  and  since  the  use  of  the  micro- 
scope,^ and  it  has  also  been  demonstrated  by  chemical  analysis.^  Traiibe’'^  found  charcoal 
in  cases  in  which  the  Inner-disease  originated  in  the  inhalation  of  dust  of  this  nature,  and 
iron  in  various  forms  has  been  found  by  Zenker  and  Merkel.'^  The  penetration  of  dust 
has  also  been  shown  experimentally  by  Lewin,  Knauff,  and  others.^ 

Consolidation  occurs  in  two  forms,  viz.  (a)  in  nodules  of  variable  size,  from  a millet 
to  a hemp-seed,  scattered  thickly  through  the  lungs,  and  (5)  in  more  extensive  tracts, 
sometimes  occupying  the  whole  or  part  of  a lobe,  or  both  conditions  may  be  found 
together.  Their  site  varies,  and  sometimes  they  may  be  almost  exclusively  confined  to 
the  apices.®  The  colour  of  these  indurations  is  remarkable.  In  a large  number  tliey  are 
intensely  black,  whatever  the  nature  of  the  dust  inhaled,^  but  in  some,  where  this  is  flinty, 
the  nodules  are  whitish  and  are  surrounded  by  a pigmented  margin.®  In  these  cases  there 
can  be  but  little  question  that  the  pigmentation  is  derived  from  the  colouring  matter  of  the 
blood — a theory  of  some  antiquity,  which  has  received  special  support  from  Virchow’s  study 


^ Andrnl  {Anat.  Path.  i.  453)  thought  that  flint  par- 
ticles (lid  not  ijenetrate,  and  that  the  phthisis  in  (piestion 
was  due  to  exposure.  Holm  {Ed'ui.  Med.  and  S/i.r;/. 
•To urn.  1838)  found,  in  the  tubercles  of  a worker  in  certain 
(piarries,  particles  of  stone  corresponding  in  character 
with  those  of  the  rocks. 

See  Peacock,  Path.  Soc.  Trans,  vol.  xii.,  also  Brit. 
For.  Med.  liev.  18()0,  vol.  xxv.,  Greenhow,  Path.  Soc. 
Tra.ns.  vols.  xvi.  xvii.  xx.  xxi. ; als<,)  Kussmaul,  Dcutsch. 
Arch.  him.  Med.  1807;  yschen,  Bestandtheile  dcr  Limr/cn 
Meinel,  Erhra.nhmu/  dcr  Lnngen  diirch  Kieschtauhiu- 
lialation,  Diss.  Erlangen,  18C!J. 

® Gessauielte  Beitruije,  vol.  ii.  cases  xxviii.  H. ; see 
also  Mannkof)f,  Berliner  hlin.  Woch.  1864,  No.  8,  and 
Beyson,  Ed.  Med.  Snrg.  Journal,  1864. 

^ Zenker,  Dcutsch.  Arch.  hlin.  Med.  1866,  vol.  ii.  (see 
Case  and  PI.  XLIV.  8 and  9) ; Merkel,  ihid.  1871, 
vol.  viii. 

^ liOwin,  Inhalafions-TJicragne;  Knauff,  Virchow’s 
Archiv,  vol.  xxxix. ; Ins,  Archiv  exgi.  Pathol.  1876,  vol.  v. 


and  Virchow’s  Archiv,  1878,  vol.  Ixxiii.  See  also  Rupperts, 
Virchow’s  Archiv,  vol.  Ixxii.  Slavjanki  (Virchow’s  Archie, 
vol.  xlviii.)  injected  cinnabar  and  indigo  into  a tracheal 
wound. 

Friedreich,  in  stoneworkers,  Virchow’s  Archiv,  xxx. 
403.  Friedreich  denied  the  ‘ tubercular  ’ character  of  this 
affection.  Ilerard  and  Cornil  (Phthisic  Pulmonairc, 
p.  437),  who  speak  of  it  as  a clu'onic  pneumonia,  say  that 
it  is  more  common  at  the  bases. 

’ Warburton  Begbie,  Ed.  Med.  Surg.  Journal,  . a 
man  working  in  a threshing  iniU  ; Barthelness  in  a miller 
((piloted  by  Opiiert,  ‘ Melanosis  of  Lung,’  186)6) ; in  potters 
where  the  dust  is  silica,  see  Greenhow,  Path.  Soc.  Trans. 
vol.  xvi. ; (see  also  PI.  XXII.  fig.  1) ; in  millstone-makers, 
Greenhow,  ib.  vol.  xvii.  also  in  pearl-cutters,  ih.  vol.  xxi. ; 
in  grinders.  Fox  Favel,  Trans.  Prov.  Med.  Surg.  Assoc. 
1846,  vol.  xiv.  in  sandstone-workers,  Friedreich,  Virchow’s 
Archiv,  xxx.  404  ; also  Meinel,  loc.  cit.  (several  ca.ses). 

“ See  W.  Thomson,  hded.  Clin.  Trans,  vol.  xxi.; 
Plasse,  Path.  Anat.  vol.  i. ; Lewin,  Inhalations-Thera^nc. 
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of  tlie  development  of  pathological  pigments/  and  has  been  demonstrated  by  Nothnagelf^ 
The  hmgs  that  show  the  most  intense  blackness  are,  however,  those  of  miners,  and  this  was 
attributed  to  the  inlialation  of  coal-dust  and  of  the  smoke  of  the  lamps  by  earlier  writers, 
and  especially  by  Sir  Robert  Christison  and  Graham.^  This  question  of  the  source  of  the 
])igment  was  due  to  doubts  whether  dust  could  penetrate  the  lungd  This  has  been  settled 
in  the  affirmative,  not  only  by  the  experimental  researches,  already  alluded  to,  but  also  by 
the  demonstration,  by  Zenker  and  Merkel,  that  iron  dust,  corresponding  in  nature  with  that 
inhaled,  can  actually  be  found  in  the  lungd  The  particles  are  found  in  the  epithelium 
lining  the  air-vesicles  and  bronchi  (XLIY.  1 and  2),  in  the  walls  of  the  alveoli  (fig.  3),  in  the 
interstitial  tissue,  and  in  the  peribronchial  and  periarterial  thickening  (XLIY.  6).  They 
are  also  found  in  adhesions  to  the  pleura,®  and  abundantly  in  the  bronchial  glands.^  In 
the  interstitial  tissue  the  black  particles  are  sometimes  found  in  the  connective-tissue  cells,® 
and  sometimes  free  in  the  tissue.^  The  penetration  probably  occurs  in  two  ways : first, 
they  pass  directl}^  through  the  pseudostomata  of  the  lymphatic  tracts,  which  open  between 
the  epithelial  cells  of  the  bronchi  and  alveoli ; in  all  probability  the  solid  particles  may 
thus  directly  enter  the  deeper  tissues,  ; secondly,  as  Ins  has  shown,  by  the  penetration 
of  the  particles  into  cells,  either  epithelioid  or  lymphoid,  or  derived  from  the  white  cor- 
puscles of  the  blood,  which  pass  by  the  same  tracts  into  the  deeper  tissues,  and  may  there 
be  found  in  an  enlarged  form,  thickening  the  walls  of  the  pulmonary  alveoli  or  the  inter- 
stitial tracts.^^ 

The  result  of  this  penetration  is  to  produce  the  indurations  described,  but  the  process 
is  not  yet  fidly  elucidated.  There  is  epithelial  proliferation  in  the  interior  of  the  alveoli,^‘‘^ 
and  thickening  of  their  walls  and  also  of  the  interstitial  tissue.  The  epithelial  proliferation 
is  of  the  nature  of  a pneumonic  process,’®  and  it  has  been  shown  that  workers  in  irritating 
dust  are  more  prone  to  pneumonia  than  those  engaged  in  other  trades, and  also  that 


’ Virchow,  ‘ Die  patliologische  Pigmente,’  Arcliiv  fiir 
jjath.  Anat.  vol.  i.  ‘ Ueber  Lungensciiwarz  ’ ib.  vol.  xxxv. 
In  another  paper  on  the  miner’s  lung  Ed.  Med.  & Surg. 
■Tournal,  1858,  trans.  by  Alexander  Simpson)  Virchow 
suggested  that  the  blackenmg  in  these  cases  was  due  to 
transformed  haematin — an  opinion  which  he  has  subse- 
ipiently  abandoned. 

^ Nothnagel,  Virchow’s  Arcliiv,  vol.  Ixxi. 

^ Sir  Kobert  Christison  {Ed.  Med.  Surg.  Journal, 
1831)  found  that  the  black  matter  yielded  an  inflammable 
gas  and  products  of  distillation  akin  to  coal  naphtha, 
(iraham  {Ed.  Med.  Surg.  Journal,  1834)  thought  the  black 
n;atter  akin  to  lampblack  rather  than  to  coal. 

Thus  Villaret  {Cas  rare  d'Anthracose,  18G2)  thought 
that  the  black  dust  entered  the  body  by  the  stomach  and 
intestines,  and  reached  the  limgs  by  absolution.  Pigment 
in  the  intestines  and  mesenteric  glands  has  also  been 
observed  in  a copper  worker  by  Lancereaux  {Atlas,  pp.  39, 
297),  also  by  Soyka  in  the  liver  and  kidney  {Frag.  med. 
Woch.  1878). 

® Zenker,  loc.  cit.,  the  peroxide  of  iron,  see  Case  lf.2,  and 
PI.  XLIV. figs.  8-9,  copied  from  Zenker.  Merkel,  loc.  cit. ; 
this  was  suboxide  of  iron  used  in  making  ultramarine,  and 
gave  a blue  colour  with  ferrocyanide  of  potassium ; see 
also  Eeglmbeaii,  Pneumonie  Chronique,  These  d’Agrega- 
tion,  Paris,  1880,  p.  104. 

Thomson  {Med.-Chir.  Trans,  xx.  257)  reports  a case 
of  a coal-miner  where  the  adhesions  of  the  pleura  alone 
were  pigmented,  the  rest  of  the  membrane  retaining  its 
natural  appearance. 

’ Ivnaiiff,  loc.  cit. ; Cohnheim  for  Traube,  Gcsammelte 
Beitrdge,  ii.  773.  See  case  oi  Barlow,  Case  38. 

® Greenhow,  Path.  Soc.  Trans,  vol.  xx.  pi.  ii.  figs.  2 
and  3. 


® Traube,  Gesammclte  Beitrdge,  ii.  771 ; charcoal. 

Wydozoff,  ‘ Lyiuphwege  der  Lungen  ’ Wien.  Med. 
Jahrb.  1806,  vol.  xi. ; Sckorski,  Centralbl.  far  med. 
Wisscnsch.  1870;  lilein,  Anatomy  of  Lymphatic  System, 
j)art  ii.  pp.  20,  34,  and  Atlas  of  Histology,  1880  ; Knauff, 
Virchow’s  A rc/iw,  vol.  xxxix. ; Kiittner,  Virchow's  Arc/iw, 
vol.  Ixvi. ; Eupperts,  Virchow’s  Arcliiv,  vol.  Ixxii. ; Buhl, 
Mitthcilungen  aus  der  jJutli.  Institut  Miinchen,  p.  191 ; 
Schottelius,  Virchow’s  Arcliiv,  vol.  Ixxiii. 

Ins,  Arcliiv  fiir  exp.  Pathol,  vol.  v.  He  inclines 
to  the  idea  that  these  cells  are  all  white  corpuscles.  Dr. 
Greenhow’s  plates  show  that  some  may  enter  the  cylin- 
drical epithelium,  and  Eupperts  (Vu-chow’s  Arcliiv,  vol. 
Ixxii.)  states  that  they  enter  the  alveolar  epithelium.  It 
is  therefore  probable  that  they  may  also  enter  the  proli- 
ferating epithelium  of  the  alveoli.  In  his  later  article 
(Virchow’s  Arcliiv,  vol.  Ixxiii.)  Ins  admits  that  the  finer 
particles  may  pass  direct  into  the  puhnonary  tissue,  as 
Eupperts  has  stated.  Ins  is  at  variance  with  Eupperts  as 
to  the  site  of  penetration.  He  denies  that  it  is  the  floor 
of  the  alveoli,  and  asserts  that  it  chiefly  occurs  at  the 
angles  formed  by  the  openings  of  the  alveoli  into  the 
infundibula. 

See  especially  Greenhow’s  reports;  also  Vu'chow,  it'd. 
Med.  Jo  urn.  1858. 

.Virchow  {Edinh.  Med.  Jounial)  described  the  pro- 
cess in  the  miner’s  lung  as  a chronic  pneumonia  with 
black  induration. 

Hirt,  Kranliheiten  der  Arbeiter,  p.  17.  Pneumonia 
occurs  in  7'4  per  cent,  of  those  exposed  to  dust,  and  on^^ 
4'6  per  cent,  of  those  not  thus  exposed.  There  are  several 
fallacies  in  these  data,  but  the  result  remains.  Lewin 
{Inhalations-Tlierapie,  p.  74)  gives  the  frequency  of 
pneumonia  among  stonemasons  at  28  per  cent. 
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inflammatory  consolidations  occur  in  the  lungs.  Part  of  the  thickening  of  the  alveolar 
walls  is  due  to  the  direct  accumulation  of  dust  in  them.  In  some  cases  it  is  attributable,  as 
has  been  shown,  to  cell-accumulation,  hut  whether  this  be  entirely  due  to  migratory  cells 
or  to  a new-growth,  may  be  open  to  c[uestion.  In  some  cases  certainly  the  pigmented 
cells  in  the  septa  resemble  those  seen  in  chronic  pneumonia,  and  also  in  the  pneumonic 
thickening  of  phthisis  (.see  XLIV.  7).  In  others,  however,  nothing  is  found  but  a dense 
fibre-growth,^  and  this  may  extend  into  parts  which  are  still  pervious  to  air.- 

The  final  result  of  this  thickening  is  to  produce  a dense  airless  fibre-tissue,  of  great 
hardness  and  touo-hness,  and  more  or  less  blackened.  In  miners  it  has  been  likened  to 
caoutchouc,®  but  even  in  them  some  of  the  thickened  interlobular  septa  may  escape  pig- 
mentation, and  appear  as  whitened  bands.^ 

The  nature  of  the  nodular  masses  is  open  to  more  doubt.  Eokitanski  ® identified 
them  with  indurated  tubercles,  and  they  have  been  spoken  of  as  identical  with  Virchow’s 
‘ peribronchitis,’  and  with  Rindfleisch’s  ‘ lymphangitis  nodosa.’  ® Greenhow’s  figure 
shows  in  one  case  a j^eribronchitic  thickening  {see  XLIV.  2)  ; but  in  some  cases  the  direct 
communication  of  these  lobules  with  the  bronchi  has  not  been  found.^ 

jMeinel  described  tubercles  in  many  of  his  cases,  while  Zenker  denies  the  tubercular 
nature  of  the  change  and  thinks  it  a lobular  pneumonia  with  interstitial  thickening, 
Merkel,  however,  describes  the  nodules  in  ultramarine- workers  as  consisting  of  a small- 
celled  growth,  which  apparently  closely  resembled  the  structure  of  tubercles.  My  own 
opportunities  for  examining  such  cases  have  been  very  limited.®  The  lungs  of  one  stone- 
mason, sent  me  by  my  friend  the  late  Dr.  Bartlett,  presented  no  characteristics  to  the 
naked  eye,  or  to  microscopic  observation,  different  from  those  of  ordinary  phthisis.  In 
the  potter’s  lung  already  described,  the  nodules  in  some  places  presented  only  a dense  and 
deeply  pigmented  fibre-tissue,  but  in  others  they  showed  a concentric  arrangement  of 
fusiform  pigmented  cells,  which,  except  for  the  presence  of  pigment,  bears  a veiy  striking 
resemblance  to  Schuppel’s  figure  of  indurated  tubercle  of  the  lymphatic  glands.® 

Tubercle  was  attributed  to  many  of  these  cases  in  earlier  periods,  especially  in  the 
sandstone- workers,  and  even  in  a more  recent  period  a large  number  of  cases  of  miliary 
tuberculosis  have  been  found  among  them.^®  I think  it  not  improbable  that  the  limitations 
which  have  of  late  been  applied,  as  I believe  too  strictly,  to  the  definition  of  tubercle, 
have,  in  some  instances,  led  to  its  exclusion  from  cases  in  which  it  really  existed.  Xo 
explanation  has  yet  been  given  why  some  persons  suffer  more  tlian  others  engaged  in  the 
same  mine  or  the  same  workshop, and  yet  those  Avho  are  attacked  must  liave  been  more 
liable  to  disease  than  those  who  escaped. 

This  may  indeed  have  been  due  to  an  inherent  ‘ delicacy,’  but  there  is  evidence  that 


’ Friedreich,  Virchow’s  Urc/ciw,  xxx.  404  ; Greenhow, 
loc.  cit.  I have  had  the  satisfaction,  through  I)r.  Green- 
how’s  kindness,  of  examining  a large  number  of  his  pre- 
parations, and  find  that  in  most  ttie  thickening  is  mainly 
fibroid. 

Greenhow,  Path.  Soc.  Trans,  vol.  xxi. 

® Simpson,  ipioted  by  Thomson,  Med.-Chir.  Trarts. 
XX.  253. 

Greenhow,  loc.  cit. 

Eokitanski,  Path.  Anat.  iii.  87. 

’ Meiiiel,  Challcosis  Puhiwnuni,  p.  34  et  seq.  This  is 
not  expressly  stated  of  these  nodules  either  by  ATrehow, 
Kraiihhaftcn  Geschwiilste,  ii.  048,  or  Kindlieisch,  Lehr- 
hucli,  1st  ed.  351. 

’ See  Zenker’s  description,  quoted  in  a subseijuentpage. 
Case  Ijt2. 

® This  arises  in  part  from  the  objection  to  post-mortem 


examinations  entertained  by  both  miners  and  potters. 
During  three  years  that  I was  physician  to  the  North 
Staffordshire  Intirmary,  I could  only  obtain  the  lungs  of 
two  potters,  and  none  of  miners.  At  that  period  the 
method  of  hardening  by  chromic  acid,  &c.  had  not  been 
introduced,  and  therefore  microscopic  research  presented 
much  greater  difficulties  than  it  does  at  present. 

Compare  XLIA^. fig.  G,  with  Schuppel’sfigure,  Lijinqili- 
driisen  Tithcrciilose,  pi.  iii. 

Thus  Burkart  Miliar-Tuberculose,’  Dcntsch.  Arch, 
l-lin.  Med.  1873,  xii.  27G)  out  of  18  cases  of  miliary 
tuberculosis  found  10  in  workers  in  sand  or  coal. 

Different  mines  differ  considerably,  partly  owing  to 
the  nature  of  the  dust.  Some  workshops  suffer  more 
than  others,  though  it  is  not  long  since  nearly  every 
grinder  perished  prematurely  from  his  occupation. 
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some  of  these  patients  were  actually  tubercular  and  that  others  belonged  to  tubercular 
families,  and  had  either  unusually  delicate  or  tubercular  children.^  In  the  present  aspect 
of  the  cjuestion  of  a specific  cause  for  tubercle,  all  these  may  be  regarded  as  non-essential 
(piestions  ; but  should  the  tubercular  nature  of  these  diseases  be  hereafter  more  fully  shown, 
their  relation  to  specificity  of  cause  will  require  further  elucidation.  It  may  be  that  both 
the  nodules  and  the  indurations  are  pneumonic,  but  the  latter  may  also  be  akin  to  a diffuse 
tuberculisation. 

Excavations  constitute  the  most  dangerous  form  of  these  diseases,  though  they  may  be 
absent  in  some  cases  where  only  indurations  are  found.  They  occur  both  in  the  larger  masses 
of  induration  and  also  in  the  smaller  nodules,^  and  in  some  cases  they  evidently  result 
from  the  direct  softening  of  these  cn  hloc^  a process  presenting  a striking  resemblance  to 
that  seen  in  ordinary  phthisis,  and  differing  from  the  ulceration  of  chronic  pneumonia  or 
bronchial  dilatation.  In  some,  calcareous  masses  are  formed  ; their  site  is  variable,  and 
they  are  found  both  in  the  upper  and  lower  lobes.  The  cavities  may  be  simply  excavated 
in  the  black  induration.  Their  walls  are  usually  ragged  and  irregular  ; sometimes  they  are 
traversed  by  bands.  They  may  be  very  large,  occupying  the  whole  of  a lobe  or  nearly 
the  whole  of  a lung.  Their  contents  are  puriform  and  more  or  less  pigmented.  Bronchial 
dilatation  occurs  in  some  of  the  indurated  masses,  but  the  evidence  that  the  cavities  found 
originate  in  this  condition  is  very  imperfect  ; usually  the  bronchi  opening  into  them  are 
described  as  being  abruptly  truncated. 

The  bronchial  glands  are  generally  enlarged  and  blackened.  I have  found  them 
softening  (^Case  38,  Barlow)  • Zenker  found  iron  dust  in  them.  The  pleura,  in  many  cases, 
is  intensely  thickened  and  pigmented.^  (^See  XLIV.  4.) 


COLLAPSE  OF  THE  LUXG. 


Plates  V.  fig.  4 


XXL  figs.  2,  3,  and  4 (Cruveilhier)  ; XXIII.  fig.  2. 


I SHALL  here  consider  only  the  appearances  presented  in  collapsed  portions  of  lungs, 
and  shall  not  discuss  the  theory  of  the  origin  of  the  condition.  Collapse  appears  under 
three  main  conditions  : (1)  from  congenital  non-expansion  ; (2)  from  obstruction  to  the 
entry  of  air,  combined  with  imperfect  expanding  powers  of  the  thoracic  walls  ; (3)  from 
pressure,  or  from  admission  of  air  into  the  thorax.  The  appearances  observed  in  the 
lungs  differ  somewhat  in  each  of  these  conditions  ; all  are  characterised  by  an  airless 
state,  but  this  differs  somewhat  according  to  the  amount  of  collapse.  When  this  is  due 


^ See  xirevious  note.  Peacock’s  case  had  miliary 
tubercles  in  the  lungs,  ulcers  in  the  larynx,  and  tubercular 
ulcers  in  the  intestines.  Traube’s  second  case  (Ges. 
Beitrcige,  ii.  769)  had  miliary  tubercles  in  the  pleura. 
One  of  Merkel’s  cases  (Pe?«tsc7i.  Arch.  Min.  Med.  yoi.  viii.) 
had  tubercrrlar  peritonitis,  as  also  one  of  Greenhow’s 
(Path.  Soc.  Trans,  xx.  44),  and  in  Kegimbeau’s  case  (see 
p.  54,  note  5).  Nodules  resembling  tubercle  existed  in 
the  peritoneum  of  one  of  Zenker’s  cases,  and  another 
was  distinctly  tubercular,  though  Zenker  regarded  this  as 
accidental.  See  also  Maurice  (Schmidt’s  JaJirb.  vol.  cxv.) 
Tubercles  are  mentioned  by  many  of  the  older  writers. 

" Thomson,  loc.  cit.;  Mackellar,  Monthly  Journal, 


1845,  p.  650;  Hamilton,  Edin.  Med.  Siirg.  Journal,  1834, 
xxii.  298 ; ‘ Eep.  Cornish  Miners,’  Bnt.  and  For.  Med.- 
Chir.  Bev.  1860,  ii.  60. 

® Mackellar,  loc.  cit.  Greenlrow  [Path.  Soc.  Trans. 
xvii.  36)  describes  the  cavities  as  surrounded  by  nodules, 
some  hard,  some  caseous. 

Mackellar  describes,  in  a miner,  a mass  the  size  of  a 
large  apple,  resembling  consolidated  blacking.  It  would 
appear  probable  that  this  was  caseous  matter,  deeply 
pigmented  ; see  description  of  bronchial  glands,  Barlow, 
Case  38. 

“ See  Vu-chow’s  figure,  Ed.  Med.  Journal,  1858,  and 
his  Archiv,  vol.  xxxv. 
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to  pressure  on  the  lung  itself,  some  air  may  still  be  contained  in  the  lung,  and  it  may 
boat  in  water,  but  sinks  after  further  pressure  with  the  fingers. 

(1)  Congenital  Citeleetasis,’  or  imperfect  expansion  of  the  hmg,  may  be  either  lobular 
or  may  extend  over  a considerable  area.  In  either  condition  it  presents  certain  distinctive 
features.  The  affected  parts  are  sunk  below  the  level  of  the  surrounding  lung.  They 
are  bluish  in  tint,  contrasting  in  this  respect  with  the  redder  colour  of  the  lung  into  which 
air  has  penetrated.  They  are  commonly  sharply  circumscribed  from  the  surrounding- 
tissue.  When  superficial,  the  pleura  covering  them  retains  its  natural  translucency 
(XXI.  3,  4).  They  are  firm  and  resist  pressure.  They  sink  in  water  and  do  not 

crepitate.  On  section,  a small  amount  of  blood-stained  fluid  sometimes  exudes,  but  this  is 
less  in  quantity  than  in  the  collapse  that  occurs  at  a later  period,  as  a result  of  bronchitis. 
The  section  is  smooth  and  glistening,  and  retains  the  natural  translucency  of  the  pulmo- 
nary tissue — a characteristic  by  which  it  may  be  distinguished  from  pneumonic  infiltration. 
The  lobular  arrangement  is  distinct,  though  there  is  no  appearance  of  the  vesicular  struc- 
ture. In  children  dying  within  a few  days  after  birth  tlie  lung  can  be  inflated,  although, 
as  West  has  remarked,  the  collapsed  portions  retract  more  rapidly  than  the  regions 
which  have  expanded  by  breathing.  When  the  child  has  survived  for  some  days  tlie 
power  of  this  inflation  is  lost,  and  the  tissue  becomes  firmer  and  more  resistant.  In  some 
cases  the  colour  becomes  darker,  but  with  time  it  gradually  assumes  a paler  tint,  and  has 
a more  distinctly  lobulated  appearance  (XXL  2),  resembling  that  of  a racemose  gland. 
This  condition  is  most  common  at  the  anterior-inferior  border  of  the  u])per  lobe  of  the  left 
luno-,  and  at  the  free  margins  of  the  lower  lobe  on  both  sides. 

(2)  Collapse  from  obstniction  of  the  Bronchi  may  he  general  or  partial.  It  is  general 
when  a main  tnbe  is  obstructed,  as  from  pressure  of  an  aneurism  or  mediastinal  tumour  ; 
it  is  partial  when  the  1:>ronchi  of  smaller  calibre  are  occluded  by  mucus,  and  in  the  latter 
condition  it  may  be  purely  lobular.  This  form  is  that  most  commonly  found  in  the 
bronchitis  of  children,  especially  when  coml)ined  with  rickets.  It  is  necessary,  how- 
ever, to  mention  that  part  of  the  collapse  arising  from  rickets  is  due  directly  to  pressure 
from  the  sinking  of  the  ribs,  and  then  presents  the  form  of  a vertical  groove  running 
parallel  to  the  sternum  ; beyond  this  groove  of  collapse  the  anterior  margin  of  the  lung 
is  found  in  a state  of  emphysema.^ 

The  collapsed  lobules  exist  in  all  parts  of  the  lungs,  but  especially  at  the  anterior 
borders  and  at  the  bases.  They  may,  however,  be  found  at  the  apices.  They  are  dis- 
tinguished by  being  sunk  below  the  level  of  the  adjacent  parts,  by  their  bluish  tint,  and 
especially  by  their  firmness  and  resistance.  The  firmness  and  resistance  often  give  tlie 
lung  a mammillated  asjiect,  and  this  character  can  also  be  recognised  by  the  touch.  The 
sunken  look  is  not  always  evident  when  the  rest  of  the  lung  collapses  on  removal  from  the 
thorax.  When  it  remains  distended,  as  in  emjihysema,  these  indurated  lobules  may  be 
felt  like  grains  of  shot  in  the  midst  of  pulmonary  tissue,  and  may  be  mistaken  for  tnlier- 
cles.  At  the  bases,  and  especially  in  the  groove  between  the  diapliragm  and  the  vertical 
column,  the  collapsed  part  often  assumes  a pyramidal  form  ; the  base  of  the  jiyramid  corre- 
sponds to  the  pleura  covering  the  lower  part  of  the  lung,  and  the  apex  is  directed  upwards. 
This  pyramid  ofcollajise  may  occupy  a considerable  part  of  the  lower  lobe  (^see  Plate  XXL 
fig.  3).  As  in  congeuital  collapse,  so  also  in  the  acquired  form,  the  pleura  is  always  intact. 
The  glistening  translucency  of  the  pulmonary  tissue  is  also  preserved,  but  it  tends  to  become 
more  gorged  with  blood  than  is  usually  seen  in  the  form  first  descrilied,  and  to  pass  into 
' Sir  W.  Jermer,  ‘Lectures  ou  Rickets,’  Med.  Tmics  and  Gazette,  1800,  i.  335. 
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the  state  known  as  ‘ splenisation.’  This  condition  also  passes  into  pneumonia,  a tran- 
sition which  is  described  in  the  section  on  ‘ Broncho-Pneumonia.’  The  resrions  of 
collapse  that  has  originated  from  bronchitis  often  contain  dilated  bronchi  filled  with 
puriforin  fluid.  During  the  earlier  stages  of  this  process,  the  lung  can  be  inflated,  and 
it  then  appears,  from  the  large  amount  of  blood  contained  in  it,  to  be  redder  than  the  sur- 
rounding tissue,  and  it  is  also  more  oedematous.  When  jmeumonia  occurs,  the  capacity 
for  inflation  is  losb  This  capacity  may  also  disappear  gradually  without  the  occurrence  of 
inflammation,  and  the  indurated  ‘pancreas-like’  appearance  (Sir  J,  Alderson)  seen  in  the 
cases  of  congenital  collapse  is  also  found  in  this  variety.  Ultimately,  the  parts  so  affected 
either  undergo  atrophy,  or  possibly  a calcareous  change  (Gairdner),  or  they  pass  into  a 
state  of  fibroid  induration,  in  the  midst  of  which  dilated  bronchi  are  found. Rokitanski 
showed  that  this  induration  may  be  due  to  a nuclear  growth  in  the  alveolar  walls. ^ 

(3)  Collapse  from,  pressure  presents  an  appearance  different  from  either  of  the  foregoing. 
It  is  distinguished  by  its  bloodlessness  (XXIIL  2,  e).  When  complete  the  tissue  is  airless, 
l)ut  when  incomplete,  as  in  some  cases  of  pleurisy,  it  may  still,  as  already  stated,  contain 
some  air.  The  interlobular  septa  and  the  bronchial  tubes  and  vessels  may  be  traced  in  it. 
It  is  of  a dull  grey  colour,  and  is  tough  and  resistant  ; as  in  the  other  forms,  the  tissue 
still  retains  its  translucenc}^  This  form  of  collapse  undergoes  fewer  changes  than  those 
last  described,  and  the  power  of  re-expansion  is  long  retained,  as  is  shown  by  the  recovery 
of  the  respiratory  power  even  after  pleural  effusions  of  long  duration.'^ 


PULMOXARY  E.\IBOLISM. 

THE  HEMORRHAGIC  INFARCT;  PULMONARY  APOPLEXY;  EMBOLIC  PNEUMONIA;  METASTATIC 

ABSCESSES. 

Plate  XXIV.  hg.  1 ; Plate  XXIII.  figs.  1 and  2. 

The  changes  produced  in  the  lung  by  obstruction  of  the  ])uImonaiy  artery  and  its 
l)ranches  vary  considerably  in  their  appearance.  They  may,  however,  be  summarised 
under  two  heads  : (1)  the  escape  of  blood  into  the  tissue — the  haemorrhagic  infarct,  and 
(2)  various  changes  resulting  from  anaemia  and  inflammation,  the  latter  passing  sometimes 
into  abscess  and  sometimes  into  gangrene.  I purpose  here  simply  to  confine  myself  to  a 
description  of  the  appearances  observed  under  these  conditions.  The  mechanism  of  their 
production  1 hope  to  discuss  in  another  work. 

1.  The  Ihemorrhagic  Infarct  has  now  been  traced  very  distinctly  to  obstruction  of 
branches  of  the  pulmonaiy  artery,  and  it  is  capable  of  being  produced  by  simple  ligature 
of  the  main  trunk. ^ It  is  possible  that  it  may  in  some  instances  arise  from  other  causes, 
such  as  the  gravitation  of  blood  or  rupture  of  the  lung,'^  but  in  the  vast  majority  of  the 

Ziegler,  Lelirh.  Anat.  2 Theil,  1883,  p.  853  Cohnlieim,  D^e  embolische  Processe ; obstructions  of  the 

(figure).  _ artery  in  the  tongue  of  the  frog. 

Kokitanski,  LeJtrb.  pcUli.  Anat.  18C1,  iii.  5‘J  (see  As,  for  instance,  traumatic  ruj^ture  : see  Woillez, 

section  on  ‘ Chronic  Pneumonia  ’).  Maladies  Aigues  des  Organes  Eespiratoires,  ohs.  Ixxix., 

® See  section  on  ‘ Chronic  Pneumonia.’  p.  586.  Andral  in  ‘ Phthisie,’  Clin.  Med,,  iv.  158,  ohs. 

■’  Kiittner,  Virchow’s  ArcMv,  Ixxiii.  507.  See  also  xii.  Plithisis  is,  however,  a disease  in  which  secondary 
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conditions  in  which  it  occurs,  as  in  heart-disease  and  in  other  disturbances  of  the  peri- 
plieral  circulation,  it  must  now  Ije  considered  to  have  merely  an  embolic  orip;ind  Some 
autliors,  however,  still  hold  that  it  may  arise  from  rupture  of  the  pulmonary  artery  in 
cases  of  atheroma  of  the  vessel. It  has  also  been  shown  experimentally  that  the  condition 
can  be  produced  by  oljstruction  of  veins In  its  typical  form  the  hemorrhagic  infarct  is 
wedge-shaped.  It  varies  much  in  size  and  may  occupy  the  whole  of  a lobe.  It  is 
commonly  sharply  circumscribed  by  the  interlobular  septa,  but  it  may  also  (as  Carswell 
remarked,  in  his  description  of  ‘pulmonary  apoplexy  ’)  break  down  the  lung-tissue  and 
then  assume  a more  diffuse  character."*  It  has  a tendency  to  be  peripheral  in  situation, 
with  its  base  at  the  pleuivx,  and  then  this  membrane  usually  presents  petechial  extravasa- 
tions, and  may  even  rupture  so  as  to  allow  blood  to  escape  into  the  pleural  cavity.’’ 
It  may,  however,  occur  in  the  more  central  parts  of  the  lung,*’  and  under  these  ci)‘- 
cumstances  the  pyramidal  form  is  often  less  distinct  ; the  areas  may  even  appear  rounded 
in  shape.  They  may  be  found  in  all  parts  of  the  lung,  but  are  most  common  in  the  lower 
loljes,^  and  are  more  frequent  in  the  right  than  in  the  left  lung.® 

A recent  infarct  constitutes  a dense,  firm,  solid  mass  of  a deep  purple  colour,  from 
which  all  appearance  of  pulmonary  structure  has  disappeared  {see  XXIV.  1).  The  surface 
is  granular  on  section,  owing  to  the  coagula  which  fill  the  vesicles,  and  it  then  resembles, 
as  stated  by  Wilks  and  Moxon,  damson-cheese  in  aspect  **  With  time,  the  colour 
becomes  lighter  in  tint  and  of  a brownish  colour.  It  is  probable  that  tlie  effused  blood 
may  be  slowly  absorbed,  leaving  only  a scar,**’  but  it  is  doubtful  whether  the  whiter  forms 
of  infarct,  to  which  I shall  [)resently  allude,  owe  their  origin  to  a genuine  pulmonary 
apoplexy.** 

The  mechanism  of  the  liEemorrhage  has  been  the  subject  of  much  discussion.  Virchow 
stated  that  its  mode  of  production  was  not  clear,*-  but  was  disposed  to  attribute  it  in  part 
to  collateral  pressure,  and  to  weakening  of  the  capillary  vessels  by  imperfect  nutrition, 
which  led  to  their  subsequent  rupture  when  the  collateral  circulation  was  re-established.*® 
This  view  of  rupture  under  })ressure  was  supported  by  Otto  Weber  **  and  denied  by  Panum 
and  Cohn.*’’  Cohnheim*®  has  laid  great  stress  on  the  mechanism  of  venous  congestion,  and 
believes  that  the  greater  part  of  the  hmmorrhage  of  the  infarct  is  due  todiapedesis  through 
Aveakened  vessels.  He  has  pointed  out  that  the  wedge-shape  of  the  infarct  corresponds 
more  with  the  distribution  of  the  vein  than  with  that  of  the  artery,  and  has  specially 
argued  against  an  anastomosis  between  the  pulmonary  and  bronchial  arteries.  This  latter 
anatomical  point  has,  however,  been  further  elucidated  by  Kiittner,  who  has  shown  that 


embolisms  are  not  uncommon,  owing  to  the  thromboses 
in  the  peripheral  veins. 

’ Gerharclt,  ‘ Der  hamorrhagische  Infarct,’  Volkmann’s 
Sammlung  Min.  Vorlesungon  ; Penzoklt,  Dcutsch.  /Irc7/. 
Min.  Med.  1873,  vol.  xii. 

Traube,  Ges.  Beitrdge,  iii.  288 ; Hertz,  Ziemsseii’s 
Handbitch,''I\vn,n]i.  Eesp.-App.’ii.  200;  Walshe,  Bis.  Lungs, 
4th  ed.  p.  400.  See  also  Sir  James  Paget,  Mcd.-Chir. 
Trans,  xxviii.  169,  186,  and  Dittrich,  Ueber  den  hdiiwr- 
rhagisvhen  Liingeninfarct ; Martineau,  Coniptes  Rciulas 
Soc.  Biol.  1861,  pp.  166-196. 

^ Weissgerber  and  Peris,  Arch.  exp.  Pathol,  vol.  vi. : 
see  also  I’onfick,  Virchow’s  Archiv,  vol.  lx. 

Illnsf.  Llementarg  Forms  of  Disease,  1838,  art. 

Hemorrhage.’ 

Carswell,  loc.  cit. ; Townsend,  Cyc.  Bract.  Med.,  art. 
‘ Pulmonary  Apoplexy.’ 

Penzoklt,  loc.  cit. 

’’  Ogston  (Brit,  d For.  Mcd.-Chir.  Rev.  I860,  vol. 
xxxvii.)  gives  the  following  data  for  20  cases : upper  lobes 
10,  lower  lobes  27,  middle  lobes  6. 


® Gerhardt,  loc.  cit. 

W’ilksand  Mo^on,  Lectures  on  Pathological  Anatoiny. 
2nd  ed.  1875,  p.  321. 

Virchow,  Ges.  Ahhand.  pp.  364,  367. 

' ‘ Vb’rchow  stated  ( Ges.  Ahha  ndlimgen,  p.  374)  that  in  his 
observations  the  genuine  pulmonary  infarct  did  not  occur 
from  embolic  closure  of  the  pulmonary  artery.  Its  origin 
from  this  soiu'ce  may,  however,  now  be  considered  as 
proved  by  Cohnheim,  Gerhardt,  and  Penzoklt. 

Virchow,  Handhuch  spec.  Path.  u.  d'herayjie,  1854. 

i.  177. 

Virchow,  Ges.  Ahhandhmgen,  456.  Seealso  llokitan- 
ski.  Path.  Anat.  1861,  iii.  78. 

Otto  AVeber,  Pitha  and  Billroth’s  Handhuch  der 
Chirurgic,  i.  97.  He  attributed  it,  however,  to  venous  con 
gestion — a view  more  fully  expanded  by  Cohnheim. 

Panum,  Virchow’s  Archiv,  xxv.  483;  Cohn,  Klinik 
der  cniholisehcn  GefdsskranMieiten,  jip.  328,338,  354. 

ILio  einbolische  Processe,  also  Vorlesungen  allgvui. 
Pathologic,  and  Cohnheim  and  Litteu,  Virchow’s  Archiv. 
vol.  Ixv. 
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such  anastomosis  does  occurd  Litteii’s^  more  recent  researches  have  led  him  to  the 
conclusion  that  tbe  extravasation  is  due  to  diapedesis  from  the  distended  capillaries,  and 
to  pressure  through  the  collateral  circulation,  but  not  to  venous  pressure,  since  it  occurs 
in  parts  where  the  veins  have  valves,  and  is  increased  by  simultaneous  ligature  of  the  vein. 
He  also  denies  the  weakening  of  the  vessels. 


2.  Embolic  Pneumonia. — A considerable  number  of  the  infarcts  of  the  luno:  do  not 
])resent-the  typical  appearance  of  the  hajinorrhagic  infarct  just  described.  They  have  the 
same  wedge-shape,  but  they  have  not  tlie  dark  purple  colour  of  effused  blood.  They  are 
])aler  than  those  just  described,  liave  a dirty  reddish-brown  tint,  and  are  surrounded  by 
an  intense  zone  of  liypericmia.  Virchow  laid  special  stress  on  the  fact  that  these  cases 
represent  a pneumonia,  that  the  consolidation  was  due  to  a fibrinous  exudation  in  which 
were  fattily  degenerated  cells,  and  that  the  pneumonia  may  be  mingled  with  more  or  less 
luiemorrhagic  extravasation.®  Among  these  elements  in  the  pneumonic  process,  the  epithe- 
lium appears,  from  the  concurrent  testimony  of  most  authors,  to  be  simply  desquamated, 
and  to  undergo  either  fatty  degeneration or  the  direct  loss  of  vitality  which  has  been 
termed  b}^  Weigert  and  Litten  ‘ coagulation-necrosis.®  There  is,  however,  some  evidence 
that  it  may  also  proliferate,  but  this  process  appears  comparatively  trifling  in  degree.'^’ 
The  histology  of  these  nodules  has  apparently  been  less  studied  in  the  lung  than  in  the 
kidney,  but  it  is  probable  that  in  the  lung  the  pale  infarcts,  like  those  in  the  kidney, 
do  not  depend  on  decoloration  of  hemorrhagic  extravasations,  but  are  due  to  a fibrinous 
exudation  combined  with  necrosis  of  the  epithelium,^  though  even  in  these  some  prolifera- 
tion may  occur.®  A^arying  tones  of  colour  may,  however,  be  imparted  to  them  by  the 
different  proportions  of  blood  extra vasated,  and  it  is  not  improbable  that  in  the  lung  an 
luemorrhagic  zone  maybe  produced  around  the  central  more  ana3inicpart,  from  the  greater 
])ressure  on  the  collateral  circulation,  in  a manner  similar  to  that  which  Litten  has  shown 
to  occur  in  the  kidney.  It  must  also  be  stated  that  the  inflammatory  process,  excited  by 
the  embolus,  may  extend  beyond  the  limits  of  the  area  supjilied  by  the  affected  artery,  and 
may  implicate  the  whole  or  the  greater  part  of  a lobe.®  The  differences  between  tlie  two 
forms  of  infarct,  the  luemorrhagic  and  the  exudative,  have  not,  even  yet,  been  fully  explained. 
Litten  has  clearly  shown  that  for  the  producdon  of  the  ‘ white  infarct  ’ a certain  amount 
of  circulation  is  still  necessary.  It  is  probable  that  the  haemorrhage  depends  on  the 
greater  amount  of  collateral  pressure,  and  the  reason  why  such  infarcts  are  more  common 
in  the  lung  and  s})leen  than  elsewhere  is  the  greater  vascularity  of  these  organs,  and  also 
the  laxity  of  their  tissue,  which  either  permits  more  easy  rupture  of  the  vessels,  or  facili- 
tates the  escape  of  blood  from  them.  Cohnheim  has  indeed  asserted  that  the  htemorrhagic 
infarct  depends  on  the  obstruction  of  a terminal  artery,  while  the  inflammatory  form 
is  caused  by  the  stoppage  of  a more  central  artery  with  infective  material,^®  but  his 
view  of  the  terminal  character  of  the  pulmonary  artery  can  now  be  scarcely  considered  to 


' See  Introduction,  ■ On  the  Structure  of  the  Lung,’  p.  11. 
Litten,  Untersnchiuujen  iiher  den  hdinorrliagischen 
Infarct,  Berlin,  1879;  p.  2‘,) ; also  Zeitsclirift  fiir  Idin. 
Med.  1879. 

^ Virchow,  Ges.  Ahlinnd.  j>.  288  et  se^.,  also  p.  C73  ; 
Cohn,  KliniJi  dcr  emholischen  Gefdsskr.  1860,  p.  354. 
I’anuin,  Virchow’s  Archiv,  xxv.  478  et  seq.  Conheim  has 
also  stated  that  these  sjjots  may  go  through  the  change  of 
red  and  grey  hepatisation  {Emholische  Processc,  ]“>p.  102- 
110). 

Virchow,  see  ante,  also  Cohn,  Klinik,  p.  304. 


“ Weigert,  Virchow’s  Archiv,  vol.  Ixx. ; Litten,  loc.  cit. 
” Eindfleisch,  Lehrbuch,  5th  ed.  p.  387.  Balzer, 
Nouveau  Diet.  Med.  Clin.  Pract.  art.  ‘ Poumon,  Embolie,’ 
xxix.  351.  Cornil  and  Ranvier,  Manuel  d'Hist.  Pathol. 
2nd  ed.  ii.  124. 

''  Berkinann,  Virchow’s  Archiv,  vol.  xx  ; Weigert,  loc. 
cit.  p.  86 ; Litten,  loc.  cit. 

“ Litten,  loc.  cit.  21.  38. 

^ Virchow’s  Ges.  Ahhandlungen , 2>.  329,  338. 

Cohnheim,  Die  emholische  Processc,  21I).  100,  102. 
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be  tenable  as  supporting  this  explanation.  There  can  be  little  doubt  but  the  suppuration, 
and  even  the  gangrene,  which  may  be  caused  by  the  embolic  processes,  are  due  to  the 
infecting  or  irritating  qualities  of  the  emboli;  but  it  is  said,  on  good  authority,  that  these 
changes  may  also  occur  in  the  htemorrhagic  infarct.^  The  ‘ metastatic  abscesses  ’ are  of  very 
variable  size,  and  are  usually  rounded  in  form.  The  process  by  which  they  arise  con- 
sists more  in  a breaking  down  of  tissue  than  in  any  extensive  production  of  pus-cells, 
though  these  are  also  found.  The  transition  between  the  softening  of  a part  into  an 
abscess,  and  true  gangrene,  is  not  a well-defined  process,  and  the  latter  change  {see  ^ a, 
1)  may  probaljly  arise  either  from  complete  arrest  ot  the  circulation,  or  from  special 
cliaracters  and  conditions  of  the  septic  material. 


GANGRENE  OF  THE  LUNG. 

(Plate  Va,  figs.  I and  3). 

1 HAVE  taken  two  illustrations  of  this  process  from  the  collection  of  Sir  Robert  Cars- 
welbs  drawings  in  the  museum  of  University  College.  Fig.  3 is  given  in  his  Atlas. 
They  illustrate  two  of  the  chief  forms,  viz.  the  ‘diffuse  gangrene’  of  Laennec  and  the 
gangrene  resulting  from  embolism.  There  are,  however,  many  other  varieties,  differing 
somewhat  in  their  ap|)earance  according  to  their  mode  of  origin.  I shall  deal  more  fully 
with  the  subject  of  gangrene  in  a systematic  treatise,  and  shall  therefore  limit  myself  here 
to  a brief  descripti(jn  of  these  variations.  Gangrene  was  divided  l)y  Laennec  into  two  chief 
foi  ms — the  ‘ diffuse  ’ and  the  circumscribed.  The  former  is  that  illustrated  in  fig.  3.  The 
affected  part  of  the  lung,  sometimes  the  whole  organ,  is  converted  into  a blackened  mass, 
which  l)reaks  down  into  a pulpy  debris  and  leaves  a ragged  cavity.  In  the  earlier  stages, 
and  before  tliis  breaking-down  occurs,  the  tissue  is  dark,  soft,  pulpy,  and  saturated  Avith 
a fetid  oedema.  The  colour  varies,  being  sometimes  greyish,  greenish,  or  varied  shades 
of  brown.  This  form  of  gangrene  is  rare.  It  may  originate  in  pneumonia  and  also  in 
bronchiectasis,  and  it  has  been  found  in  workers  in  latrines. 

Cireurnsenbed  (dan(jrene  may  have  diverse  appearances.  It  may  resemble  that  de- 
scribed above,  but  its  area  is  limited,  and  in  this  form  it  usuall}'  results  from  bronchial  dila- 
tation. When  succeeding  pneumonia,  it  a])pcars  as  patches  of  dead  greyish  colour  in  the 
midst  of  consolidated  tissue,  Avhich  is  usually  in  the  state  of  grey  hepatisation.  There  is 
generally  no  distinct  line  of  demarcation  between  the  hepatised  and  the  gangrenous  parts. 
The  latter  are  then  distinguised  by  their  fetidity.  They  break  doAvn  into  a pul[),  which 
is  usuaily  more  or  less  blackened  or  discoloured.  Although  usually  offensive,  the  broken- 
down  tissue  may,  as  Cruveilhier  stated,  occasionally  be  devoid  of  fetidity. In  a I'caa' 
cases  a distinct  line  of  demarcation,  distinguished  by  its  vascularity,  separates  the  gangre- 
nous parts  from  the  surrounding  tissue.’’^  have  also  been  seen  by  Leyden  and  daffe 

of  an  ‘intense  yelloAV  colour’  in  the  midst  of  grey  hepatisation.^ 

These  areas  tend  to  soften  into  caAoties,  in  AAduch  sequestra  of  pulmonary  tissue  are 
found,  and  AAdiich,  in  a feAA"  cases,  are  Avitb  difficult  distinguished  from  abscesses.  In 

“ Ileliier,  Conij)-  Clin.  Med.  ol)S.  ‘25,  ‘20,  pp.  240  S. 

■'  Jjcuiisch.  Arch.  Jilin.  Med.  vol.  ii.  obs.  5. 


’ Gerhard f .lor.  ril.v.  14. 

^ Cruveilhier,  Alhin,  j>l.  ,\xxii,  liv.  5. 
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the  majoriiy  of  such  cases  the  contents  are  dark  in  tint,  sometimes  chocolate-coloured, 
lilood- stained,  and  fetid. 

In  broncho-pneumonia,  the  gangrenous  areas  may  appear  only  as  greenisli  strias  or  as 
islets  of  a dirty  brown,  breaking  into  debris,  and  fetid.  They  tend  to  be  superficial,  and 
the  pleura  is  sometimes  separated  from  them.  The  gangrene  that  occurs  in  phthisis  is 
usually  found  in  the  midst  of  a grey  hepatisation,  from  which  it  is  sometimes  distinguished 
with  difficulty.  It  is,  however,  fetid,  and  of  a duller  tint  and  also  softer  and  more  friable 
than  the  surrounding  infiltration.  In  diabetic  pneumonia,  in  which  gangrene  is  not  un- 
common, the  affected  part  may  be  devoid  of  foetor. 

The  Gangrene  from  Infarcts  caused  by  Embolism  {Ya,  1)  presents  a considerable 
variety  of  appearances.  The  most  typical  is  that  here  illustrated,  where  the  tissue 
changes  to  a dirty  reddish-grey  or  greyish-brown,  and  breaks  down  into  a ragged  cavity 
presenting  the  usual  foetor.  In  some  instances  these  are  found  in  the  centre  of  a more 
extended  pneumonic  area.  In  others  tliey  are  circumscribed,  and  have  the  pyramidal 
form  of  a pulmonary  infarct.  The  distinction  between  these  spots  of  true  necrosis  and 
the  slower  changes  occurring  in  an  infarct,  and  also  from  the  more  rapid  softening  of  pyremic 
abscesses,  is  at  times  very  difficult.  In  fact  the  border  line  between  them  is  more  or  less 
arbitrary.  The  gangrenous  process  may  be  defined  as  an  acute  necrosis  en  masse,  and  is 
usually  distinguished  by  a darker  discolouration,  and  also  by  fetidiry  of  the  affected  area. 
Except  when  surrounded  by  an  area  of  pneumonic  hepatisation,  gangrene  resulting  from 
embolism  is  usually  sharply  circumscribed,  and  is  sometimes  separated  from  the  surrounding 
tissue  by  a zone  of  dissecting  pneumonia.  In  many  of  these  cases  the  pleura  is  also 
affected  with  gangrene.^  It  loses  its  translucency,  and  becomes  friable  ; perforation  is 
not  uncommon,  causing  in  some  cases  fetid  empyema,  in  otliers  hemorrhage  into  the 
pleura. 

The  condition  of  gangrene  is  essentially  death  of  the  pulmonary  tissue  ; products  of 
decomposition  therefore  abound,  particularly  the  fatty  acids,  crystals  of  which  form  masses 
and  bundles.^  Altered  blood,  black  pigment,  fragments  of  lung-tissue,  granular  corpus- 
cles, and  triple  phosphates  are  also  present.  In  a large  number  of  cases  fungi  have  been 
found — Sarcina,  Aspergillus,  and  Leptothrix  inucor  mucedo,  and  there  exists  evidence 
that  the  penetration  of  these  into  the  lungs  may  prove  a direct  cause  of  ulceration  or 
necrotic  lung-disease.^ 

'Ihe  further  changes  in  the  gangrenous  spots  consist  in  their  sequestration  or  elimina- 
tion. Sequestra  of  pulmonary  tissue  are  not  uncommon  in  the  midst  of  cavities  having 
this  origin.  They  tend  finally  to  soften,  and  there  results  a cavity  having  fetid  and  dis- 
C(5loured  contents.  The  walls  of  such  a cavity  are  usually  ragged  and  irregular,  but  if  the 
contents  are  evacuated  by  opening  into  a bronchial  tube,  the  cavity  may  become  lined  by  a 
false  membrane  and  may  finally  contract  and  heal.  The  tissue  around  is  usually  indurated 
through  an  area  of  variable  extent,  by  a process  akin  to  that  observed  in  chronic  pneu- 
monia. On  the  other  hand,  the  cavity  may  rupture  into  the  pleura,  or  may,  through 
adhesions,  open  on  the  surface,  or  it  may  perforate  the  diaphragm  or  the  oesophagus. 

A peculiar  form  of  traumatic  gangrene,  following  a gunshot  wound,  has  been  described 
by  Leyden.^  The  gangrene  extended  along  the  tract  of  the  wound,  which  opened  into 

^ The  arrest  of  rmtrition,  as  stated  by  Rokitanski,  is  ® Eothius  {Charite-Annalcn,  1877,  iv.  272)  found 
shown  by  the  abseirce  of  exudation  over  this  area.  Aspergillinus  niger.  The  case  presented  no  fever ; it 

Virchow,  /ur  Xnai.  334  ; Ges.  Abhand-  began  as  bronchitis.  Fragments  of  iralmonary  tissue 

lungen,  pp.  421,  728 ; Traube,  Ges.  Beitrdge,  ii.  572 ; and  were  expectorated.  The  patient  recovered. 

Lej'den  and  Jaffe,  Deutsch.  Arch,  f.  Min.  Med.  vol.  ii.  * ‘ Limgenbrand,’  Volkmanu’s  Sammlung,lHo.26,]).  15. 
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a cavity.  There  was  induration  of  the  tissue  around  the  track  of  the  wound,  and  this 
induration  extended  to  the  sheaths  of  the  bronchi,  so  as  to  produce  a state  resembling 
caseous  peribronchitis,  and,  at  the  peri})heral  extremities  of  the  bronchi,  it  formed  nodular 
masses,  some  of  which  were  gangrenous,  while  others  had  broken  down  into  cavities. 
Caseous  masses  have  also  been  found  in  diffuse  gangrene  by  Banks  and  by  Welch. ^ It 
is  possible  that  these  may  be  due  to  various  forms  of  mycosis,  since  Buhl  has  observed 
collections  of  schizomyceta?  in  pneumonia  tending  to  undergo  this  change.- 


PHTHISIS. 


The  anatomical  changes  in  pulmonary  phthisis  are  varied  and  complex,  and  there  is  no 
tissue  or  structure  in  the  lung  which  may  not  be  affected  by  them.  They  consist  in 
nodules  and  granulations  of  various  size  and  appearance,  occurring  singly  or  collected  into 
masses — in  consolidations  of  a more  uniform  kind,  affecting  the  pulmonary  tissue,  which 
also  vary  in  appearance  and  consistence — in  destruction  of  the  tissue  by  ulceration  or 
sloughing,  sometimes  originating  in  the  granulations,  sometimes  in  the  more  diffuse  con- 
solidation— in  fibroid  and  cicatricial  changes — and  in  changes  in  the  bronchi,  the  vessels, 
the  interstitial  tissue,  the  lymphatic  glands,  and  the  pleural  covering.  It  is  necessary  that 
these  should  be  described  singly,  and  also  in  their  relation  to  each  other.  The  latter 
subject  will  in  part  be  considered  separately,  since  the  views  of  different  authorities  have 
varied  much  on  many  points  embraced  under  this  head. 

I shall  first  describe  the  granulations,  which  are  among  the  most  constant  appearances 
ol)served.  These  may  be  classified  as  (1)  semitransparent  granulations  ; (2)  opaque, 
whitish  granulations  of  variafde  size  ; and  (3)  indurated  and  pigmented  granulations. 
The  description  of  the  infiltrations  and  other  changes  will  folloAv  that  of  the  granulations. 
I shall  describe  separately  the  histological  changes  observed,  and  then  consider  tlie  con- 
clusions to  be  drawn  from  tliem. 

(A)  Granulations. — 1.  TJte  <jreii  granidations^  first  distinctly  described  by  Bayle  ^ 
:is  ‘ transparent  glistening  miliary  granulations,  sometimes  marked  by  Idack  lines  or  black 
shining  spots  ; of  a cartilaginous  nature  and  consistence,  varying  in  size  from  a millet- 
seed  to  a grain  of  wheat  ; never  opacpie  and  never  lireaking  down,’  has  been  always 
recognised  since  his  definition,  to  which  few  additions  have  since  been  made.  The  chief 
of  these  is  Laennec’s  statement  that  they  might  lieconu^  opaque  in  their  centres  and  soften. 
They  have  also  been  descril)cd  in  tlieir  early  stages  as  somewhat  soft,'^  and  as  occasionally 
red  from  hy])era3mia  (Andralb®  The  latter  characteiastic  is,  I believe,  very  rare,  and  I 


' Banks,  Dublin  Quart.  Journ.  1843,  vol.  .xvii.  Welch, 
‘ Bestructive  Lung-disease  in  Soldiers,’  Alexandra  Prize 
Essay,  187'2,  p.  G. 

- Buhl,  Lunyencntzuiidung  Tuhcrladose  und.  Scliwind- 
sncJd,  Munich,  1B7‘Z,  p.  18  (see  Catarrhal  Pncninonia, 
p.  29).  It  may  be  remembered  that  Leyden  and  .Jalie 
found  some  parts  of  the  gangrenous  lung  of  an  intense 
yellow  colour.  Virchow  {Arcldv,  xx.  .072)  attributes  this 
yellow  colour  to  blood-pigment. 

® Fh.thisie.  Pnhnmuiire,  1810,  p.  2G.  Waldenburg’s 
historical  researches  {Die  Tuhcrculusc,  18G9,  p.  32  et 
seq.)  have  shown  that  those  had  been  already  ol)served  by 
Magnetus  in  1700  (see  later). 


^ R(.)kitanski,  Aiiat.  Path.  i.  294;  Forster,  A}iat. 
Path.i'lG. — Empis  (De  la.  Granulie,  [).  39)  distinctly  calls 
attention  to  the  softness  of  the  earliest  grey  granulations 
in  tubercular  meningitis.  See  also  Buhl,  Lunycncuf- 
zilndung,  etc.  p.  105. 

■'  Andral,  Prec.  Anatom.  Path.  ii.  518,  and  Cliniqiu 
Medicate,  iv.  G and  27. — Thaon  (Beeh.  Anat.  Path, 
de  la  Tuherculose,  Paris,  1873,  p.  13)  has  made  tlie 
same  observation.  It  was  even  earlier  noticed  l)y  Rochoux. 
Dahnazzone,  and  Meriadec  Laennec,  as  (pioted  by 
Valleix,  Archives  Gene  rales,  1841,  x.  140.  V’alleix 
remarks  that  this  appearance  is  prol^ably  due  to  hyper 
lEinia  preceding  the  granulation  or  surrounding  it. 
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cannot  say  that  I have  met  with  the  vascular  appearance  described  by  Andral.  The  soft- 
ness in  the  earliest  stages  is  also  a relative  term,  and,  though  some  of  the  smallest  are 
undoubtedly  less  resisting  than  others  apparently  of  older  formation,  distinct  softness  is 
not  a common  feature  of  the  typical  forms. 

The  essential  characteristic  of  the  typical  grey  granulations  is  their  glistening  translu- 
cency,  and  when  they  are  thickly  scattered,  a section  of  tlie  lung  may  appear  as  if  dusted 
over  with  specks  of  powdered  glass  or  white  sand.  They  are  somewhat  prominent  on 
section,  but,  in  their  most  typical  form,  they  are  so  only  to  a slight  degree.  When 
they  become  firmer  and  pigmented,  the  prominence  is  more  marked.  In  size,  they 
vary  from  almost  invisible  specks  to  granules,  as  stated  by  Bayle,  of  the  size  of  a millet- 
seed,  but  they  are  more  commonly  of  the  dimensions  of  a poppy-seed.  In  outline  they 
appear  rounded,  but  they  are  seldom  perfectly  so,  and  they  have  usually  an  irregular 
margin,  due,  as  will  be  stated  hereafter,  to  the  manner  in  which  they  invade  the  pulmonary 
tissue.  They  are  often  isolated,  each  granule  appearing  singly,  though  in  close  proximity 
to  others,  but  they  may  form  conglomerate  groups.  This  is,  however,  less  common  with 
the  typical  semi-transparent  granulation  than  with  some  of  the  more  opacpie  forms. 

They  are  often  surrounded  by  a zone  of  hypeimmia,  and  where  they  are  thickly  scattered, 
the  whole  of  the  pulmonary  tissue  in  wliich  they  appear  is  intensely  vascular,  and  on 
exposure  to  the  air  becomes  of  a bright  scarlet  tinge.  When,  however,  as  is  often  the 
case,  recent  emphysema  has  supervened  around  them,  this  hyperaemia  is  less  marked.  They 
may  also,  however,  be  found  in  deeply  pigmented  tissue. 

Whether  this  colour  is  due  to  pre-existing  pigment  in  the  adult,  or  to  changes  con- 
sequent on  the  minute  extravasations  in  cases  that  have  survived  a certain  time,  is  open 
to  question,  but  I think  that  in  some  instances  the  latter  is  the  more  })robable  hypothesis. 
In  number  they  vary  coiisiderably.  In  typical  cases  of  acute  tuberculosis,  the  lung  may 
be  densely  crowded  with  them,  so  as  to  leave  only  the  smallest  interspaces  of  pulmonary 
tissue  intervening ; ^ but  I would  remark  that  when  this  is  found  the  bulk  of  such  granu- 
lations are  rarely  of  the  tjq^ical  semi-transparent  character,  and  that  most  of  them  have  a 
whitish  and  more  opaque  appearance. 

Changes  in  the  grey  granulations. — These  have  been  the  subject  of  dispute  since  the  time 
of  Bayle.  On  one  pomt  there  has  been  an  almost  constant  unanimity  of  opinion,  viz,  that 
with  increasing  age,  while  still  retaining  their  translucent  appearance,  they  may  become 
more  or  less  increasingly  pigmented.  Laennec  asserted  that  they  became  opaque  and  were, 
in  fact,  the  first  stage  of  ‘ tubercle.’  Andral,  who  denied  the  tubercular  character  of 
the  granulations,  said  also  that  they  did  not  undergo  the  change  described  by  Laennec, 
though  he  admitted  that  they  occasionally  became  opaque  in  their  centres,  or,  as  he 
expressed  it,  ‘ tubercle  might  appear  in  them.’  Laennec’s  statement  has  been  repeated  by 
almost  every  subsequent  author,  but  it  is  one  difficidt  of  proof.  It  is  an  undoubted  fact 
that  the  granulations  may  long  remain  transparent,  and  it  is  equally  certain  that  all  grada- 
tions in  the  appearance  of  granulations  may  be  found  in  close  j uxtaposition  in  the  same 
lungs,  from  the  most  typical  semi-transparent  granulations  to  soft,  opaque,  white  and  yellow 
forms.  I believe  that  these  differences  are  due,  in  part,  to  the  variations  in  the  acuteness 
with  which  different  granulations  are  produced,  and  also  in  part  to  variations  in  the 
amount  of  epithelial  products  which  enter  into  their  composition.  I believe  also  that  it  is  to 
this  latter  condition  that  the  greater  opacity  is  mainly  due.  That  caseous  change  may  and 

' See  cases,  Christy,  Tuherculisation  Aig^ie  a 1878,  p.  55.  Colin,  Etudes  Clin.  Med.  Mil.  p.  36,  also 
Forme  Asphyxiqioe,  These  de  Paris,  1876.  Mairet,  Arch.  Gen.  de  Med.  1874 ; Laveran,  Bee.  Mem.  Med. 
Tuherculisation  Miliaire  du  Poumon,  These  de  Paris,  Militaire,  xxix.  1873. 
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floes  occur  in  tlie  typical  grey  granulations  is,  I believe,  bistologically  demonstrable,  but  I 
shall  reserve  the  description  of  this  until  their  ultimate  structure  is  considered. 

2.  Sofl,  oj?aque,  white  granulations  are  found,  of  more  variable  size  than  the  grey  trans- 
parent form  last  described,  sometimes  even  attaining  the  dimensions  of  a split  pea.  The 
smaller  forms — the  ‘ miliary  tubercles  ’ of  Bayle  and  Andral — are,  on  the  whole,  more 
common  in  the  lung,  even  in  cases  of  acute  tuberculisation,  than  the  typical  grey  granu- 
lations, and  in  some  cases,  when  combined  with  the  yellow  granulations  next  to  be  de- 
scribed, they  may  constitute  the  sole  granulations  present  in  the  lung  in  this  disease. 
They  are  distinguished  from  the  grey  granulations  by  their  whiter  colour  and  by  their 
greater  opacity,  but  in  both  these  features  there  is  considerable  variation,  and  it  is  not 
uncommon  to  find  some  presenting  a certain  degree  of  translucency,  showing  an  inter- 
mediate appearance  between  the  typical  grey  and  a complete  opacity.  Like  the  grey,  they 
vary  in  size  from  the  smallest  visible  specks  to  a poppy-seed,  or  even  a hemp-seed,  and 
they  tend,  on  the  whole,  to  assume  larger  dimensions  than  the  grey.  They  are  also  more 
prone  to  form  racemose  groups,  which  then  have  an  irregular  outline  ; but  they  may  also 
exist  in  large  numbers  in  an  isolated  form,  scattered  thickly  through  the  lung-tissue.  They 
are  markedly  softer  than  the  typical  grey  form,  but,  except  in  the  earliest  stage,  they  are 
distinctly  resisting.  They  are  somewhat  prominent,  like  the  grey,  but  to  a less  degree. 
In  shape,  they  are  rounded,  but  their  outline,  even  when  single,  is  more  irregular  than 
that  of  the  grey. 

3.  Larger,  opaque,  ivhite  granulations,  indistinguishalfie  in  character  from  the  foregoing, 
are  found  in  all  forms  of  phthisis,  but  when  they  are  larger  than  hemp-seed,  no  translu- 
cency is  observed  in  them,  and  they  are  then  of  a dead  opacpie  white  colour.  They  may 
attain  the  size  of  a pea,  but  in  the  single  forms  they  are  seldom  larger  than  this.  They 
are  prominent  and,  as  a rule,  uniformly  white,  but  sometimes  they  show  a trace  of  yellow  ; 
they  are  absolutely  non-vascular  to  the  naked  eye.  They  are  generally  rounded,  but 
have  a somewhat  irregular  and  indented  margin.  They  are  homogeneous,  with  a finely 
granular  section,  and  are  easily  crushed  between  the  fiugers.  Some  are  evidently  com- 
posite, and  formed  of  groups  of  granulations,  although  this  mode  of  origin  is  not  always 
apparent,  either  to  naked-eye  or  microscopic  examination.  Older  granulations  of  this 
character,  of  whatever  size,  are  sometimes  surrounded  by  a firm  and  more  transparent 
zone,  which  is  occasionally  pigmented.  All  forms  of  this  granulation  appear  to  undergo 
caseation,  a change  that  will  be  considered  hereafter. 

4.  Yellouj  granulations,  like  those  last  described,  also  occur  of  all  sizes,  from  the  smallest 
visible  point  to  larger  masses,  which  may  attain  the  size  of  a pea,  a horse-bean,  or 
even  of  a hazel-nut.  The  smallest  yellow  granulations,  in  some  cases,  may  be  the  only 
form  present,  and  they  may  be  so  small  and  so  thickly  scattered  throughout  the  lung  as 
to  merit  the  name  of  ‘ poussiere  tuberculeuse,’  given  them  by  Barthez  and  Rilliet.^  lu 
many  cases,  they  are  of  about  the  same  dimensions  as  the  small  transparent  and  opaque 
white  granulations  previously  described,  and  they  are  generally  found  mingled  with  these. 
I^ike  these,  also,  the  yellow  granulations  tend  to  become  confluent  in  groups  of  three  or 
more,  and  they  acquire  an  irregular  outline,  but  they  are  also  found  scattered  singly, 
round  in  shape,  with  a slightly  irregular  margin.  They  are  prominent,  homoge- 
neously yellow,  but  finely  granular  ; while  softer  than  either  of  the  forms  last  described, 
they  still  possess  a certain  degree  of  resistance,  although  they  are  easily  crushed  be- 
tween the  fingers.  Between  the  smallest  and  the  largest  of  these  granulations,  there  are 

* Mai.  des  Enfants,  iii.  338  and  658. 
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all  gradations  in  size.  Those  of  medium  dimensions,  np  to  the  size  of  a pea,  are  often 
distinctly  rounded,  but  with  a serrated  margin.  When  larger,  they  are  more  irregular  in 
shape  and  outline.  Those  of  medium  size  may  show  no  trace  of  composite  structure  ; 
when  larger,  they  are  often  visibly  composed  of  groups  of  smaller  granulations.  These 
are  dry,  friable,  and  therefore  soft  in  a certain  sense,  but  many  offer  a distinct  resistance 
to  crushing.  They  are  usually  without  a trace  of  vascularity,  and  are  commonly  finely 
granular  on  section. 

.5.  Indurated  granulations. — These  were  described  by  Bayle  as  a form  of  the  grey 
granulation,  and  as  being  sometimes  pigmented.  Laennec  ]>aid  but  little  attention  to 
induration  in  tubercle.  Andral,  who  denied  the  tubercular  character  of  these  indurated 
granulations,  attributed  their  origin  to  a chronic  pneumonia,^  but  Cruveilhier  first 
strongly  insisted  on  the  induration  as  a form  of  cure  of  tubercle.^  Rokitanski  described 
it  as  ‘ obsolescence,’  ^ while  A^irchow,'*  and,  later,  Langhans,^  have  described  a ‘ fibrous 
tubercle.’  Indurated  granulations  are  found  in  various  conditions  in  the  lung's. 

(a)  The  most  typical  are  those  in  which  there  are  small  bodies  identical  in  form  and 
size  with  the  grey  granulation,  very  hard  and  resisting,  still  semi-transparent,  and  more  or 
less  pigmented.  They  exist  singly  or  in  groups.  Rather  larger  bodies  than  these  are 
sometimes  found,  reaching  the  size  of  a hemp-seed,  still  round,  but  often  showing  irre- 
gular processes  of  fibrous  tissue  extending  from  them.  The  granulations  may  still,  in  this 
latter  stage,  show  a semi-transparency,  or  they  may  be  so  deeply  pigmented  that  the  trans- 
lucency  is  much  diminished  (Plates  VIII.  2,  5,  and  6 ; X.  10  ; XIX.  1). 

{b)  A still  larger  number  show  a greater  or  less  degree  of  opacity  and  caseous  change 
in  tlieir  centre,  and  these  vary  greatly  in  size  and  appearance.  Some  are  as  small  as  the 
grey  granulations  (X.  9 and  10),  and  from  these,  all  gradations  in  size  can  be  observed, 
to  nodules  equalling  a pin’s  head  or  even  a split  pea  (X.  5,  6,  10  ; XA^I.  2).  The 
proportion  between  the  caseous  centre  and  the  indurated  margin  also  varies  considerably. 
In  some,  the  former  only  constitutes  a speck  in  the  centre  ; in  others,  it  constitutes  the 
greater  part  of  the  granulation  or  nodule,  so  that  the  fibroid  pigmented  periphery  appears 
only  like  a ca]:>sule  or  cyst  enclosing  the  central  caseous  part,  and  in  different  prepara- 
tions the  translucency  of  the  periphery  also  varies.  These  indurated  granulations,  both 
wdth  and  without  cheesy  change,  tend  to  form  racemose  groups  which  are  one  of  the  most 
common  changes  met  with  in  chronic  phthisis,  and  will  be  more  fully  dwelt  on  hereafter. 


(B)  Infiltratioxs. — Infiltrations  of  very  dense  aj^pearance  are  found  in  a variable 
extent  of  the  pulmonary  tissue  in  different  cases  of  phthisis.  They  may  be  summarised  as 
consisting  of  (a)  red  pneumonic  infiltration,  differing  in  no  essential  particular  from  or- 
dinary red  hepatisation  ; (b)  a grey  hepatisation  which  possesses  some  peculiar  features  ; 
(c)  a more  gelatinous  infiltration  ; (d)  caseous  infiltration. 

(a)  Red  hepatisation  was  noticed  by  Bayle  as  a comjdication  of  and  cause  of  death  in 
some  cases  of  phthisis.'’  It  was  little  insisted  on  by  Laennec,^  but  Louis  remarked  that 


' Clin.  Med.  iv.  4 and  7. 

- .hiat.  Path.  Gen.  iv.  560,  (ilo,  and  (517.  ‘ Tuber- 

cules  de  guerison,  Tubei’cnle  inelanique  de  guerison.’ 
See  also  Einpis  De  la,  Granulie,  p.  5‘2. 

^ Hindfleisch,  Lehrh.  jiath.  Anat.  i.  298,  and  iii.  97, 
ed.  1855.  In  this  edition  he  speaks  of  this  change  as 
being  rare,  and  of  the  more  common  change  as  being 
caseation.  In  his  earlier  edition  (1846,  i.  397)  he  speaks 
of  cornification  (Verhornung)  as  the  only  change  under- 
gone by  the  ‘ librinous  tubercle  ’ (the  grey  gi-anulation). 


^ Krankhaften  Gescliwiilste,  ii.  640. 

^ Virchow’s  Arcliiv,  vol.  xlii. 

® Fhthisie  Puhnonaire,  Obs.  3 and  9,  jip.  132  and  168. 

’ Laennec  (.47/sc.  Med.  2nd  ed.  i.  564)  I’eniarked  that 
he  had  forrnd  tubercle  in  the  midst  of  grey  pneumonic 
hepatisation  which  had  already  passed  into  the  purulent 
stage,  but  he  regarded  the  latter  as  an  accidental  compli- 
cation. Dittrich  (Prager  VierteJjalirschrift,  1848,  ii.  137) 
found  it  in  11  out  of  328  cases  of  clmonic  tuberculosis. 
He  onlj'  found  it  lobular  in  one  case. 
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lie  had  found  it  in  one-sixth  of  all  his  cases/  and  that  in  nine  of  these  it  occupied  a con- 
siderable area,  while  in  others  it  appeared  only  as  disseminated  nodules.  ‘ Engorgement,’ 
according  to  him,  was  more  frequent,  but  both  this  and  the  hepatisation  were  not  more 
common  in  phthisis  than  in  other  fatal  diseases.  Louis’  observations  are  jirobahly  in  the 
main  correct,  and  in  a large  number  of  the  cases  in  Avhich  red  hepatisations  are  found, 
they  are  probably  a terminal  stage,  as  believed  by  Bayle.  It  is,  however,  to  be  remarked 
that  other  observers  have  noticed  that  an  acute  pneumonia  may  appear  in  the  course  of 
phthisis,  and  may  proceed  to  recovery,  apparently  uninfluenced  by  the  tubercular  disease  and 
without  accelerating  the  course  of  the  latter  ; nevertheless,  in  otlier  cases,  the  reverse  eflhct  is 
conspicuous,  and  even  if  the  pneumonia  be  not  acutely  fatal,  it  accelerates  the  subsequent 
])rogress  of  the  chronic  lung-disease.  It  is,  however,  difficult  to  prove  that  such  pneumonias 
belong  clinically  to  the  type  of  the  acute  primary  disease.^  As  far  as  my  observations 
have  extended,  this  red  hepatisation  offers  no  peculiarities  of  naked-eye  or  microscopic 
appearance,  to  distinguish  it  from  the  ordinary  acute  disease;  but  in  some  instances  it  appears 
to  pass  into  a chronic  stage  with  induration,  which,  in  general  characters,  resembles  that 
found  in  some  non -phthisical  cases,  when  an  acute  pneumonia  has  ffiiled  to  resolve.  In 
one  case  of  this  nature  the  proof  of  the  antecedent  acute  stage  tvas,  however,  wanting  (.see 
Case  d,  Hawkins^  Plates  IV.  1,  XLII.  6,  and  XLIII.  4).  I shall  notice  immediately 
a probable  first  stage  of  the  condition  known  as  grey  infiltration,  where  a certain  degree  of 
redness  and  injection  precedes  the  more  uniform  grey  consolidation.  In  a few  cases,  Avhere 
caseous  change  is  rapidly  advancing  in  the  lung,  a form  of  consolidation  is  also  sometimes 
observed,  differing  but  little,  either  in  colour  or  in  the  granular  appearance  of  tlie  section,  from 
the  naked-eye  appearance  seen  in  ordinary  red  hepatisation.  It  is,  however,  firmer  and 
more  resistant  on  pressure,  and  passes  insensilfiy  at  places  into  a consolidation  which  is 
ashy-grey  in  colour  and  presents  considerable  resistance.  The  caseous  masses  are  scattered 
indifferently  through  both  these  latter  forms  of  consolidation  {see  XII.  Case  23,  Lloyd). 
Whether  this  infiltration  would,  had  life  persisted,  have  passed  into  the  more  uniform 
grey  infiltration  next  to  be  described,  may  be  considered  an  open  question,  but  I think  it 
probable  that  the  change  would  have  occurred.  I shall,  however,  under  the  head  of 
caseous  infiltration,  have  to  adduce  evidence  that  the  latter  change  may  rapidly  invade 
portions  affected  with  apparent  red  hepatisation,  though  I believe  that  the  pneumonia  in 
which  it  occurs  is  essentially  different  from  the  clinical  disease  ‘acute  pneumonia.’ 

{h)  Grey  Infdtration. — This  was  regarded  by  Lacnnec  as  a tubercular  product,  and 
styled  l)y  him  the  ‘ Infiltration  tuberculeuse  grise.’  ^ It  was  also  probably  that  described 
by  Bayle'^  as  a ‘ degenerescence  tuberculeuse  non  enkystee.’  It  is  the  most  common  phase 
of  extensive  pulmonary  consolidation  found  in  phthisis,  though  its  appearance  varies  con- 
siderably, owing  to  its  being  mixed  with  caseous  masses  and  with  softening  and  indurated 
nodules,  and  also  from  ulcerations  and  cavities  which  are  scattered  through  it.  Louis,"' 
who  also  regarded  it  as  tubercular,  noticed  its  occurrence  in  large  masses  and  always 
coml^ined  with  tubercles,  and  this  statement  was  followed  by  Rokitanski.*’  Other  aiathors 
have  stated  tlieir  opinion  that  it  is  solely  inflammatory,^  and  Xiemeyer  identified  it,  as  1 

' Louis,  B.cch.  PJdhdsie  P/dinouairc,  .3i’d  ed.  p.  41.  scription,  whether  he  expressly  includes  under  that  head 

“ Andral,  CUii.  Med.  iv.  218 ; Be] Kind  lung  der  this  particular  form  of  pulmonary  intiltration ; but  it 

pp.  23  and  182.  Walshe  (Z)/.s.  appears  to  be  most  probable  that  it  is  to  it  he  refers, 

4th  ed.)  says  of  acute  pneumonia  : ‘ Some  of  the  most  though  he  describes  it  in  more  isolated  nodules, 
marked  examples  of  rapid  resolution  that  I have  met  ^ liecJi.  Phlhisic,  Pulni.  pp.  4,  5. 

with  were  in  phthisical  persons.’  o Path.  Anal.  ISbl,  hi.  8,5. 

Aksc.  Med..  2nd  ed.  i.  541.  ’’  Especially  the  late  Dr.  Addison  (see  Collected  Writ- 

’ PhtUinie  Pidnion.  p.  21  ; Journ.  dc  Chcniie  cf  Phar.  ings,  Syd.  Soc.  edition)  and  by  lleinhardt,  CVnn’/fc-Anwn/c// 
vols.  ix.  and  x.  It  is  not  (|uite  clear,  from  Bayle’s  de-  1850-1. 
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believe  erroneously,  with  catarrhal  pneumonia,  while  others  have  regarded  it  as  inflamma- 
tion of  the  lung,  but  tubercular  in  characterd  Professor  Buhl  has  classified  it  among 
the  desquamative  or  parenchymatous  pneumonias,  of  which  it  apparently  constitutes,  in 
his  opinion,  the  most  typical  form/^  Laenuec  described  it  as  existing  both  around 
excavations  and  also  independently  in  other  parts  of  the  lung  ; it  waas  grey,  firm,  indurated, 
smooth,  glistening  and  homogeneous,  and  the  characters  of  the  pulmonary  tissue  were  no 
longer  recognisable.  This  infiltration  passed  into  caseation,  ‘ crude  tubercle,’  through  the 
appearance  in  it  of  yellow  opaque  spots  which  coalesced.  Laennec’s  description  has 
remained  classical  to  the  present  day,  and  sufficient  for  the  recognition  of  this  condition. 
The  appearances  of  such  infiltration  are  figured  in  Plates  YIL  4,  a,  n,  a ; IX.  2,3;  X.  2 ; 
XIV.  2,  a,  c. 

(c)  Gelatinous  Infiltration. — Laennec  thought  that  the  grey  infiltration  commenced 
with  a stage  to  wdiich  he  gave  the  name  of  ‘ gelatinous  tubercular  infiltration,’  where 
the  tissue  was  occupied  by  jelly-like  material,  colourless  or  slightly  reddened,  in  which 
the  outlines  of  the  alveoli  were  lost,  and  by  the  latter  character  it  wms  distinguished 
from  the  saturation  with  serum  which  constitutes  mdema  of  the  lung.  The  transforma- 
tion to  the  grey  infiltration  was  simply  due  to  a gradual  increase  of  its  solidity,  and 
its  tubercular  character  was  shown,  in  his  opinion,  by  the  appearance  in  it  of  yellow 
spots,  gradually  coalescing,  and  identical  in  character  with  those  seen  in  the  firmer 
variety. 

There  can  be  little  doubt,  in  this  case  also,  of  the  correctness  of  Laennec’s  description, 
and  to  it  little  can  be  added.  The  fluid  expressed  from  the  part  thus  changed  is  viscous 
and  transparent  or  slightly  turbid  ; it  is  more  akin  to  mucus  than  to  fibrin,  but  its  resem- 
blance to  the  former  is  only  imperfect,  and  it  is  probably  to  a large  extent  albuminous  in 
nature.  The  gelatiniform  aspect  can  hardly  be  represented  either  by  the  pencil  or  by 
lithography,  but  it  existed  in  parts  contiguous  to,  and  in  some  places  passing  into,  the 
grey  infiltrations  here  figured.  In  two  points  some  addition  has  been  made  to  Laennec’s 
<lescri2:)tion  of  the  grey  inQltration,  although  nearly  every  observer  has  admitted  the 
accuracy  of  the  general  description  given  by  him.  Some  have  asserted  that  the  change 
commences  with  a stage  of  engorgement,  or  even  of  red  infiltration,^  and  this  appears  to 
me  to  be  very  probable.  It  is  certain  at  least  that  tracts  are  found  solidified  by  exudation, 
which  is  firmer  in  consistence  than  the  ordinary  red  or  grey  hepatisation  of  acute  pneu- 
monia, and  has  also  a greater  degree  of  translucency  than  those  that  present  a more  or 
less  marked  tinge  of  red,  w-hile  the  typical  grannlar  character  of  the  latter  is  less  marked, 
and  indeed  may  be  entirely  absent.  The  tissue  so  changed  may  be  identical,  in  general 
characters  of  firmness  and  translucency,  with  the  grey  infiltration,  and  differ  from  it 
only  in  the  tinge  of  colour  present  (.see  X.  1,  3,  4 ; and  XIII.  1,  a),  while  in  some 
instances  the  grey  infiltration  may  be  seen  insensibly  merging  into  a redder  margin 
(XIV.  2’ c). 

In  another  ])oint  I believe  that  a slight  modification  of  Laennec’s  description  must  be 
accepted.  In  the  condition  which  appears  to  be  an  earlier  stage  of  this  change,  the 
section  has  a certain  degree  of  opacity  and  also  a somewhat  granular  character,  but  it 
is  seldom  soft.  Indeed  the  firmness  and  resistance  described  by  Laennec  is  almost 
essential  to  its  definition,  though  it  is  probable  that  the  resistance  of  the  tissue  increases 
with  lapse  of  time,  and  the  firmness  is — as  remarked  Ijy  Laennec — most  pronounced  in 

’ Herarcl  and  Cornil,  Phthisie  Pidmonaire,  p.  133 
et  seq. 


- Lungenentz.  Tub.  und  Schivindsucht,  p.  48. 
Rokitanski,  Path.  Anat.  ed.  18G1,  iii.  85. 
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the  neighbourhood  of  cavities  of  old  standing^  In  the  more  opaque  varieties  this  form 
of  infiltration  occurs  in  masses  of  variable  size ; sometimes  large  areas  are  thus  occupied, 
but  in  other  cases  nodules  are  found  of  the  size  of  a walnut  or  a hazel-nut,  and  sometimes 
as  small  as  a pea.  In  some  instances,  granulations  identical  in  character  with  the  softer 
opaque  granulations  previously  described,  bear  a close  resemblance  to  these  more  opaque 
nodules,  and  I have  seen  in  one  case,  which  appeared  to  be  commencing  phthisis,  such 
granulations  standing  out  prominently  from  a grey,  but  firmer  and  more  transparent, 
diffuse  infiltration. 

((/)  Caseous  Infiltration. — The  infiltration  of  the  lung  with  crude  yellow  tubercle^  as 
described  by  Laennec,  has  been  more  recently  termed  a ‘ scrofulous,’  or  by  Virchow  and 
subsequent  writers,  a ‘caseous  ’ pneumonia.  Laennec  believed  that  it  might  originate  from 
the  transformation  of  the  grey  infiltration,  whether  gelatiniform  or  firm,  but  that  this  trans- 
formation might  take  place  with  such  rapidity  that  the  evidence  of  this  origin  was  wanting. 
He  stated  that  it  might  occur  in  isolated  masses  with  irregular  outlines  of  a dull  yellow 
white,  less  prominent  than  ordinary  yellow  tubercles,  and  also  that  it  occupied  consider- 
able areas  where  the  surface  is  even  and  the  shape  of  the  lung  unchanged.  This  infiltra- 
tion has  attracted  much  attention,  though  it  is  not  comparatively  so  common  a feature  of 
phthisical  changes  as  some  descriptions  would  lead  us  to  believe. 

Of  the  correctness  of  Laennec’s  description  of  the  two  forms  observed  there  can  be  no 
<|uestion.  Masses  are  found,  originating  in  tracts  of  lung  solidified  by  a grey  or  reddish- 
grey  infiltration  of  variable  degree  of  firmness,  and  these  masses  are  of  various  shades  of 
colour,  from  a yellowish- white  to  a dull  opaque  yellow ; are  finely  granular,  dry,  and  possess 
a variable  degree  of  resistance,  some  being  distinctly  firm  and  others  more  or  less  friable. 
Their  size  varies  from  a pea  to  a horse-bean,  a hazel-nut,  or  a walnut,  and  the  shape,  as  well 
as  the  outline  of  the  larger  forms,  is  irregular  [see  VII.  4 ; X.  4 ; XII.  and  XIV.  2). 
Larger  areas  also  occur  of  indefinite  size,  shape,  and  outline.  In  all  these,  cavities  often 
appear,  and  the  areas  also,  by  their  general  softening,  form  cavities  in  the  midst  of  the 
firmer  grey  infiltration  in  which  they  may  be  found. 

Precisely  similar  masses  appear  also  in  the  midst  of  simply  h3q)eraemic  tissue,  inde- 
pendently of  the  more  diffuse  grey  or  red  infiltration.  They  are  not  uncommon  in  the  acute 
tuberculisation  of  childhood  (VI.  1 and  2),  and  also  in  diabetes  “ (VII.  2).  In  the  former, 
they  sometimes  appear  to  originate  by  the  confluence  of  smaller  masses  of  the  same  nature, 
but  this  is  not  always  the  case,  though  in  many  instances  an  extension  by  this  means  is 
observable  {see  XL  1).  In  these  cases,  however,  the  section  is  less  prominent  than  that 
of  the  ordinary  granulations  previously  described,  even  at  the  margins,  and  as  Buhl  has 
remarked,  their  outline  is  rarely  sharply  defined  : they  pass  insensibly  into  the  surround- 
ing tissue,  and  in  the  centre  tlie  section  is  uniform. 

In  other  instances,  as  described  by  Laennec,  large  infiltrations  may  occur,  diffused 
uniformly  over  a considerable  surface,  and  sometimes  occu])ying  the  whole,  or  nearly  the 
wliole,  of  a lung.  They  are  more  common  in  childhood  than  in  the  adult,  though  they 
occur  also  in  the  latter.  In  childhood,  Barthez  and  Rilliet  found  them  in  one-third  of  all 

' Buhl  {Lwngenentziindunij,  p.  49)  describes  the  added  that  Buhl  does  not  identify  this  with  Laennec’s 
‘ genuine  des(pramative  pneumonia  ’ as  slaty-grey, almost  grey  infiltration,  but  as  he  describes  the  ‘gelatinous 
black,  and  finely  granular,  but  also  as  markedly  soft.  infiltration  ’ separately,  he  has  left  Laennec’s  ‘ grey  ’ 
The  latter  is  not,  I believe,  a characteristic  of  this  form  of  unidentified  in  his  descri2)tion. 

infiltration,  and  the  softness  a2>2)ears  incompatible  with  - A good  illustration  of  this  is  given  by  Grancher, 

a cell-growth  in  the  alveolar  wall,  which  Buhl  regards  as  Archiv.  de  Physiologic,  1878,  ‘2nd  ser.  vol.  v'.  2)1.  1.  See 
an  essential  feature  of  the  2)i'ocess,  and  also  with  the  also  Lancereaux’s  At/as,  2'. ‘284,  pb  xxviii.  figs.  1 and  4. 
amount  of  2)igrii&)it  which  he  describes.  It  must  be 
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the  cases  of  tuberciilisation,  but  most  frequently  before  two  years  of  age.  They  are  most 
common  in  the  upper  lobe,  but  also  occur  in  the  middle  and  lower  lobes.  In  ten  cases 
one  lung  alone  was  atfected,  tubercle  being  found  in  the  other.  In  one  case  it  constituted 
the  exclusive  affection  of  both  lungs.’-  Lancereaux  has  described  the  appearance  of  such 
lungs  as  if  infiltrated  with  mastic  or  Rochefort  cheese.^  In  some  instances,  where  the 
infiltration  has  occurred  apparently  in  a tissue  previously  emphysematous,  the  section  may 
have  a worm-eaten  appearance  {see  Till.  4).  Here  again  tlie  constituent  isolated  masses 
may  remain  apparent,  as  in  a case  described  by  Lonis,^  but  occasionally  the  infiltration 
is  very  miiform,  extending  over  large  areas  of  the  lung,  and  resembling  A^II.  2.  This 
tissue  is  finely  granular,  and  possesses  in  some  cases  a considerable  degree  of  firmness. 
The  granular  character  becomes  more  apparent  on  scraping  or  tearing  the  lung,  which, 
])i’ior  to  this,  may  appear  smooth  on  section.  The  lobular  character  is  sometimes 
distinctly  maintained,  and  granulations,  grey  or  yellow,  may  occasionally  be  observed  at 
the  margins.^  When  the  change  reaches  the  surface,  it  is  sometimes  unaccompanied  by 
any  visible  inflammation  in  the  pleura,  and  the  yellow  colour  of  the  infiltration  is  then 
seen  through  the  transparent  membrane  (XL  2). 


(C)  Indurations. — The  other  change  affecting  extensive  tracts  of  tissue  in  pulmonary 
phthisis  consists  of  a fibroid  transformation  by  which  the  lung  is  converted  into  a cicatri- 
cial mass,  deeply  pigmented,  hard,  resisting,  and  semi-cartilaginous  in  texture.  It  occurs 
in  various  forms,  the  chief  of  which  are  the  following  : — 

(rt)  Isolated  granulations  become,  as  already  described,  hard,  semi-cartilaginous,  and 
deeply  pigmented,  and  these  may  be  thickly  scattered  through  a tissue  still  containing 
air,  wliich  may  differ  but  little  in  appearance  from  the  normal  characters,  or  may  be 
emphysematous,  or  deeply  pigmented,  or  congested,  or  in  some  cases  may  present  more 
recent  grey  or  gelatinous  infiltrations.  In  other  cases,  however,  these  indurated  granu- 
lations, when  closely  examined,  may  be  seen  to  present  fibroid  pigmented  lines,  proceeding 
from  their  periphery  into  the  surrounding  pulmonary  tissue,  like- the  rootlets  of  a plant. 
Sometimes  a zone  of  thickening,  some  lines  in  breadth,  is  seen  to  surround  isolated  large 
granulations  which  have  become  entirely  caseous  in  their  centres,  and  from  this  zone  also 
prolongations  extend  into  the  surrounding  tissue  (X.  10,  d).  When  the  indurated 
granulations  are  thickly  scattered,  the  rootlets  may  join  those  proceeding  from  adjacent 
granulations,  until  a very  considerable  degree  of  pigmented  but  incomplete  induration  is 
produced  in  the  pulmonary  tissue,  but  without  causing  complete  consolidation  (X.  lu). 
It  forms,  however,  a step  towards  the  next  stage. 

{h)  Groups  of  racemose,  indurated  granulations,  deeply  pigmented,  some  of  which 
are  caseous  in  their  centres,  are  united  by  tracts  of  fibroid  induration  in  which  no  trace  of 
granulations  exist.  These  tracts  are  intensely  hard  and  pigmented,  and  their  section  is 
smooth  and  homogeneous,  showing  no  traces  of  pulmonary  tissue  (X.  o).  An  interme- 
diate stage  is,  however,  very  common,  where  rootlets  similar  to  those  described  as  existing 
between  isolated  granulations  extend  between  these  racemose  groups  (XYIII.  2,  3),  and 
it  is  by  the  extension  of  this  process  that  the  more  uniform  induration  last  described  is 
apparently  produced.  A most  extensive  solidification,  occupying  large  tracts  of  lung, 


' Barthez  and  Rilliet,  Malacl.  des  Enfants,  iii.  341-2, 
661-3. 

Lancereaux,  Atlas,  p.  283.  The  whole  of  upj>er  lobe 
was  thus  infiltrated.  The  tissue  could  be  torn,  but  less 
easdy  than  in  ordinary  grey  pneumonic  hepatisation. 
The  other  parts  of  the  lung  were  strewn  with  patches  of 
greyish-white.  Herard  and  Cornil  {Fhthisie  Pulmonaire, 


p.  498),  who  have  introduced  the  simile  of  Rochefort 
cheese,  give  a case  where  nearly  the  whole  of  one  lung 
was  thus  changed.  See  also  Reynaud,  Archives  de  Med. 
XXV.  203  (quoted  by  Louis). 

^ Phtldsie  Pulm.  obs.  40,  p.  442. 

Barthez  and  Rilliet,  Malad.  des  Enfants,  iii.  847,  661. 


INDURATIONS 


71 


may,  however,  be  produced  by  the  multiplication  of  masses  of  racemose  granulations 
tilling  nearly  the  whole  of  the  pulmonary  tissue,  among  which  caseous  spots  may  here 
and  there  be  seen  (XVII.  1). 

(c)  Bands  of  interlobidar  thickening  are  not  uncommon,  but  usually  occur  only  in 
isolated  patches.  In  them  occasionally  caseous  masses  are  seen,  but  the  presence  of  the 
latter  is  probably  accidental,  and  due  to  the  caseation  of  large  granulations  in  these 
situations.  In  a few  places  these  appear  to  be  obstructed  bronchi  whose  contents  have 
become  caseous^  (X.  6,  8,  10),  but  in  other  instances  the  lines  of  thickening  distinctly 
extend  along  the  interlobular  septa  (IX.  2).  It  is  rare  to  find  this  change  to  any 
marked  extent  without  coincident  induration  of  the  pulmonary  tissue,  but  I have  seen 
it  in  a few  cases  as  a very  distinct  feature,  though  associated  with  indurations  and 
caseous  changes  in  other  parts.  Such  bands  may  traverse  the  lungs  in  all  directions, 
marking  out  the  larger  lobules  and  dividing  the  tissue  like  the  septa  of  an  orange.^ 

{cl)  Large  areas  of  indurated  tissue  are  produced  by  the  combination  of  the  two  last- 
named  processes.  They  sometimes  present  an  irregular  fibroid  structure,  quasi-reticulate, 
with  a certain  uniformity  in  the  branching  of  the  fibres,  which  extend  over  large  areas, 
sometimes  interspersed  with  isolated  caseous  granulations,  as  in  XIV.  1,  XV.  I,  and 
XVIir.  3.  In  other  instances  the  tissue  becomes  almost  entirely  homogeneous,  as  in 
XVII.  2 c,  3 a.  In  many  of  these  cases,  however,  racemose  masses  of  indurated  granu- 
lations are  seen  at  the  margins  of  these  indurated  parts. 

(e)  Extensive  indurations,  generally  more  or  less  homogeneous,  but  sometimes 
showing  caseous  nodules  Avithin  their  area,  are  probably  produced  by  a gradual  fibroid 
change  in  the  indurated  ‘ grey  infiltration  ’ of  Laennec.  The  proof  of  this  mode  of  origin 
is  partly  inductive,  partly  histological  ; it  may  be  seen,  in  some  cases,  proceeding  at 
the  margins  of  parts  thus  infiltrated,  and  in  other  cases  it  occupies  considerable  areas  of 
a lung  in  which,  elscAvliere,  the  predominant  change  consists  of  this  infiltration  {see 
XIII.  1,  3). 

This  induration,  as  Laennec  remarked,  proceeds  to  a very  large  extent  around  cavities, 
and  here  also  it  takes  origin  chiefly  in  the  ‘ uniform  ’ infiltration  by  which  they  are 
surrounded,  though  the  process  may  be  combined  AAuth  that  of  induration  by  means  of 
racemose  granulations. 

(/)  The  final  result  of  these  clianges,  singly  or  combined,  is  in  some  cases  to  produce 
a fibroid  change  of  the  Avhole,  or  nearly  the  whole  of  one  lung,  attended  with  great 
retraction  and  diminution  of  its  bulk,  as  in  cases  observed  by  Portal^  and  Quain.’*  Cavi- 
ties may  occupy  more  or  less  of  this  area,  and  a few  dilated  bronchi  may  traverse  it,  but 
the  preponderant  condition  is  fibroid  contraction.  The  pleura  covering  such  lungs,  or 
parts  of  lungs,  is  greatly  thickened — to  the  extent,  it  may  be,  of  a quarter  or  e\"en  half 
an  inch  {see  XIX.  2)  ; the  thickened  pleura  blends  with  the  fibroid  lung  ; and  though 
it  may  be  actually  distinguished  from  the  latter  l>v  its  whiter,  more  fleshy,  and  more 
vascular  appearance,  it  sometimes  sends  thickened  prolongations  deeply  into  the  inter- 
loljidar  septa. 

(//)  Dilated  bronchi  are  common  in  these  tracts  of  general  induration  {see  XIII.  3, 
XVIII.  1).  Sometimes,  however,  they  are  entirely  absent.  I am  disposed  to  believe 

’ Hee  Carswell’s  Ilhistratio'ns  of  the  Elementary  size,  .and  may  be  of  such  density  as  to  be  ‘coriaceous’ 
o/ yDiscrtse,  art.  ‘ Tubercle,’ pi.  iv.  fig.  4.  and  ‘like  burned  leather.’  He  quotes  also  older 

- See  a case  by  Reynand,  Mem.  Acad.  Med.  1835,  observers, 
p.  1C)0;  also  Andral’s  description,  Clin.  Mi'd.  iv.  375.  I ' Quain,  Lancet,  1852,  and  Trans.  Path.  Snr.  1851, 

have  seen  two  cases  presenting  these  features.  vol.  ii.  The  left  lung,  indurated  and  contracted,  dis- 

Portal  (05.S.  Phthisic  ii.  3()5)  says  that  placed  only  9 ounces  of  water;  the  right  displaced  ‘23 

the  lungs  may  be  reduced  to  a quarter  of  their  natural  ounces. 
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that  they  tend  to  occur  most  commonly  in  the  indurations  that  proceed  from  pneumonic 
infiltrations,  and  that  when  the  induration  arises  from  the  fusion  of  groups  of  racemose 
granulations,  they  are  very  commonly  absent ; even  in  these,  however,  they  may  be  occa- 
sionally traced  (XIV.  1,  XYIIL  3,  4). 

(D)  Cavities. — The  most  important  feature  in  pulmonary  phthisis  consists  in  the 
destruction  of  the  lung-tissue  and  the  formation  of  cavities.  This  condition  has  attracted 
attention  from  the  earliest  times,  and  ulceration  of  the  luno;  has  been  throughout  reo’arded 
as  the  characteristic  feature  of  pulmonary  consumption,  although,  as  is  well  known,  other 
diseases  had  been  included  under  this  category  prior  to  the  writings  of  Laennec.  It  is 
at  this  point  that  much  of  the  confusion  in  pulmonary  nomenclature  commences. 

’Without  here  entering  into  the  history  of  the  views  of  different  authors  respecting  this 
}>rocess,  it  may  be  sufficient  to  enumerate  the  chief  sources  of  destruction  of  lung-tissue 
other  than  those  associated  with  the  changes  already  described.  These  are  cancer,  ganorene, 
syphilis,  bronchial  dilatation,  abscess  of  the  lung  occurring  in  acute  pneumonia,  and  some 
cases  of  ulceration  occurring  among  workers  in  dusty  trades — knife-grinders,  miners,  &c. 
All  these  are,  comparatively  speaking,  individually  rare.  They  present  certain  charac- 
teristic features,  and  they  do  not  present  the  changes  common  to  pulmonary  phthisis.  In 
phthisis,  on  the  other  hand,  excavation  originates  from  the  changes  in  the  lung  already 
described,  and  from  some  liereafter  to  be  mentioned  as  occurring  in  the  bronchi. 

The  characters  and  appearances  of  cavities  vary  in  some  degree  with  their  modes  of 
origin.  They  may  commence  in  any  of  the  forms  of  granulations,  single  or  conglomerate, 
which  have  been  already  described,  with  the  exception  probably  of  the  hard  pigmented 
granulation  of  Bayle.  A common  mode  of  origin  is  also  in  caseous  masses,  either  existing 
singly  or  occurring  in  the  midst  of  grey  or  yellow  infiltration.  Bayle  and  Laennec 
limited  their  descriptions  of  the  origin  of  cavities  principally  to  the  softening  of  ‘ tubercles,’ 
with  some  attempt  at  classification  of  these  into  encysted  and  non-encysted  varieties. 
A ery  important  additions  to  the  history  of  the  formation  of  cavities  have  been  made  by 
Louis,  Cruveilhier,  Barthez  and  Rilliet,  and  by  Herard  and  Cornil. 

The  fact  that  isolated  small  cavities  may  occur  from  the  direct  softening  of  single 
granulations  is  well  illustrated  in  many  cases  of  acute  tuberculisation  in  the  child.  It  is 
not  improbable  that,  though  Bayle’s  definition  of  the  grey  granulations  included  the 
statement  that  they  do  not  break  down  {lu  fondent  pas),  these  bodies,  when  originating 
acutely,  may  occasionally  do  so  in  the  lung,  in  the  same  manner  as  Virchow  has  shown 
that  they  may  ulcerate  in  the  larynx  without  antecedent  caseation.^  This  event  is,  how- 
ever, rare.  In  the  majority  of  cases  of  this  nature  a certain  degree  of  caseation  precedes 
the  softening  and  excavation,  which  as  A^illemin  has  shown,  may  occasionally  attack  the 
grey  granulations  during  their  formation  and  lead  to  their  acute  liquefaction.^ 

The  softening  of  the  yellow  granulations  in  an  isolated  form  has  been  well  illustrated 
by  Louis,  who  showed  that  this  process  might  lead  to  pneumothorax.^  They  were 
oijserved  by  Fournet  to  form  small  excavations  no  larger  than  the  head  of  a pin,^  and  in 
some  cases  of  acute  tuberculisation  in  children,  small,  isolated  cavities  of  this  nature,  which 
usually  have  a caseous  margin,  may  be  found  thickly  scattered  through  the  pulmonary  tissue.^ 

* Virchow,  Krankhaften  Geschwiilste,  ii.  644;  - Ehides  stur  la  Tiiherculose,  ]).  103. 

Kindfleisch,  (Ziemssen’s  Handbuch,  Krank.  Resp.-App.  ^ Louis,  Phthisie  Pulmonaire,  p.  3. 

ii.  180)  has  made  the  same  statement  with  regard  to  * Fournet,  Phthisie  Pulmonaire,  1839,  p.  701. 

tubercle  of  the  mucous  membrane,  and  I can  confirm  it  ^ Moxon,  Path.  Soc.  Trans.  1872,  xxiii.  300. 

in  respect  of  the  bronchi. 
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The  more  common  and  extensive  cavities  are,  ho'wever,  associated  with  the  softening 
of  the  larger  single  granulations,  or  of  the  racemose  groups  of  granulations,  which  are 
either  caseous,  or  may  be  partially  caseous  with  an  indurated  margin. 

Softening  of  isolated  caseous  masses  is  the  common  type  of  acute  phthisis  (^see  YII. 
1,  3 ; XIII.  1 ; VI.  5).  Here  again,  as  in  those  last  described,  the  centre  is  often  found 
softened  while  the  cheesy  periphery  extends  more  or  less  irregularly  into  the  lung-tissue. 
Excavation  of  caseous  matter,  surrounded  by  a margin  of  induration,  is  not  common  unless 
some  more  diffuse  pneumonic  infiltration  has  occurred  around  these  bodies,  and  it  will  be 
described  under  this  head.  Caseous  matter  thus  encapsuled  is,  however,  very  common, 
and  has  been  already  referred  to  under  the  head  of  induration. 

The  most  common  form  in  which  excavation  occurs  is  from  the  softening  of  caseous 
matter  surrounded  by  a grey  or  red  infiltration.  Here  the  masses  wliich  soften  may  be  of 
very  variable  size,  from  a pea  to  a hazel-nut — at  least  cavities  of  these  sizes  may  be  found 
excavated  in  the  firmer  infiltration  surrounding  them.  In  a few  places  they  appear  as  if 
sharply  cut  out  with  a punch  from  the  surrounding  infiltration,^  but  in  the  very  large 
ma,jority  of  cases  a margin  of  softening  caseous  matter  intervenes  between  them  and  the 
infiltrated  tissue.  It  appears  probable  that  in  some  cases  the  excavation  increases  in  size 
by  the  further  extension  of  this  caseous  matter  ; but  in  otliers  it  is  not  improbable  that 
the  cavities  presenting  this  appearance  are  those  seen  in  process  of  formation  {see  VII.  4 ; 
X.  1,  3,  4 ; XL  1 ; XII.  ; and  XIV.  1 and  2).  These  excavations  rapidly  become  very 
irregular  in  shape  and  size,  as  is  seen  in  the  figures. 

The  nature  of  the  association  of  cavities  with  indurated  masses  is  more  difficult  to 
trace.  It  appears  to  me  to  be  often  due  to  a secondary  process  of  softening  occurring  in 
parts  in  which  there  has  been  a previous  attem})t  at  repair,  and  to  be  very  frequently  due 
to  an  inflammatory  process  taking  place  around  them,  and  probably  also  to  a deterioration 
of  vitality  due  to  fever  and  to  fresh  extensions  in  other  parts.  Such  ulcerations  are,  how- 
ever, very  common  in  patients  dying  of  an  acute  exacerbation  after  a long  liistory  of 
chronic  phthisis.  The  softening  occurs  in  scattered  spots,  in  the  midst  of  the  indurations, 
probably  by  the  extension  of  the  caseous  matters  remaining  in  such  tracts  as  are  figured 
in  X.  5.  In  other  cases,  which  are  on  the  whole  more  common,  the  process  appears  to 
be  due  to  fresh  caseation  occurring  in  islets  of  pulmonary  tissue  which  had  previously 
been  unaffected  by  the  phthisical  processes  (XVII.  2,  a,  h)  ; having  once  commenced  in 
these,  it  extends  to  the  indurated  portions  {ib.  fig.  3). 

Prior  to  evacuation,  the  softened  caseous  matter  assumes  a more  or  less  fluid  form  ; 
it  resembles  in  some  instances  a thick  pus,  or,  as  remarked  by  Laennec,  it  has  the  aspect 
of  a milky  fluid  in  which  float  fragments  of  caseous  material.  These  softened  areas  con- 
stitute potential  cavities,  and  when  their  contents  are  evacuated,  the  wall  is  usually  found 
lined  with  a softening  material  akin  to  that  of  the  contents.  They  may  be  more  or  less 
circumscribed  by  a zone  of  homogeneous  transparent  intiltration,  but  this  is  less  apparent 
in  the  acute  forms. 

In  some  cases,  instead  of  a gradual  softening,  necrosis  en  bloc  occurs  in  the  caseous 
matter,  which  may  be  separated  from  the  surrounding  tissue  by  a process  of  sequestration 
and  suppuration,  and  may  hang,  as  a mass,  by  a few  filaments  to  the  containing  walls.  This 
process,  which  was  first  described  by  Louis, “ was  regarded  by  Cruveilhier  ^ as  a species  of 
craimrene,  but  without  the  characteristic  odour.  When  the  softenino-  and  ulceration  have 

O O ’ o 

’ These  were  termed  ‘ Geodes  ’ by  Cruveilhier,  Anat.  ^ PJithisie  Puhn.  ji.  18. 

Path.  Gi’ucralc,  iv.  574.  ^ Anat.  Path.  Gen.  iv.  578,  594. 
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reached  the  nearest  ])ermeable  bronchus,  the  matter  is  evacnated  ; this  evacuation  may 
take  place  suddenly,  and  when  in  large  fpiantities  may  cause  death  by  asphyxiad  The 
occasional  delay  in  this  evacuation  is  due  to  the  fact  that  the  bronchus  leading  to  the 
mass  of  induration  is  closed,  both  by  growth  in  its  walls  extending  to  the  interior,  and 
also  by  its  own  inspissated  contents.  It  is  only  when  the  softening  and  ulceration 
extend  beyond  the  point  of  obstruction,  that  the  free  communication  with  the  open  part 
of  the  tube  is  established.  The  bronchus  opening  into  a cavity  is  thus  abruptly  truncated, 
and  its  mucous  membrane  at  once  ceases.  In  a few  cases  the  softened  material  opens 
laterally  into  a bronchus,  in  which  the  cavity  may  form  a diverticulum,  but  this 
event,  as  Laennec  remarked,  is  rare.'^  The  smaller  softened  isolated  ‘ tubercles  ’ are  also 
found  occasionally  as  closed  cavities,  filled  with  puriform  fluid,  but  as  their  communica- 
tion with  the  bronchi  is  comparatively  more  direct,  their  contents  more  easily  escape. 

After  the  evacuation  of  their  contents,  cavities  undergo  various  changes.  In  the 
simple  form  they  are  lined  by  a soft  whitish  material,  which  may  be  smooth  and 
homogeneous,  or  may  contain  masses  of  caseous  matter  ; these  masses  are  often  round, 
and  present  the  characters  of  softening  granulations.  They  may  be  more  or  less  deeply 
imbedded  in  the  wall,  and  may  even  extend  into  the  sul)jacent  tissue.  This  material 
presents  the  character  of  a very  soft  false  membrane,  but  may  also  have  that  of  a 
(piasi-diphtheritic  exudation  extending  even  into  the  adjacent  bronchi.  Beneath  it  is  an 
intensely  vascular  stratum  of  a semi-transparent  substance,  homogeneous  and  some- 
what firm,  resisting  pressure,  but  tearing  out  with  a fibrous  structure.  In  its  outer  por- 
tions, where  the  vascularity  is  less  marked,  it  passes  into  the  ‘ grey  infiltration  ’ of 
Laennec,  the  ‘ melanosis  ’ of  Andral,  the  ‘ iron  grey  induration  ’ of  Addison.  In  this 
tissue,  tubercular  granulations  are  often  to  be  found  by  the  microscope.^  It  may  be 
interrupted  by  caseous  nodules,  or  Ijy  nodules  of  induration  of  older  standing,  projecting 
into  the  interior  of  the  cavity  ; Imt  these  are  accidental,  and  in  a typical  case  the  cavity 
presents  the  characteristic  now  described.  In  some  cases  the  cavities  are  lined  by  a 
highly  vascular  ‘ granulation  tissue,’  which  may  pass  into  an  almost  fungoid  growth,  and 
give  to  the  whole  interior  a villous  appearance.  Such  cavities  probably  represent  a 
stage  of  ‘ cure  ’ to  which  allusion  will  be  made  hereafter. 

Composite  and  sinuous  cavities  are  much  more  commonly  found  jjost  mortem  than 
the  foregoing  simple  forms.  They  result  from  the  coalescence  of  numerous  foci  of 
softening  ; hence  they  assume  very  irregular  forms,  and  often  attain  a large  size.  They 
occupy,  in  some  cases,  a great  portion  of  a lobe,  and  burrow  deeply  in  all  directions,  so 
that  their  connections  are  only  traceable  by  dissection.  Early  stages  of  this  process  may 
be  seen  in  VII.  1,  4 ; IX.  1 ; X.  1,  3,  4 5 XI.  1 ; XII.  and  XIV.  The  larger  sinuous 
cavities  can  hardly  l)e  represented  in  a drawing,  but  a partial  illustration  is  afforded 
in  XI.  1 ; XII.  ; and  XIV.  2.  This  peculiarity  is  due  to  tracts  of  induration,  or  of 
inflammatory  infiltration  intervening  between  the  softening  portions,  so  that  the  latter 
only  communicate  with  one  another  at  the  points  at  which  they  are  in  contact.  Many 
l^ronchi  may  open  into  these  irregular  excavations  ; their  truncated  ends  being  apparent 
when  the  cavities  are  cut  open.  The  tissue  intervening  between  them  consists  in  great 
part  of  the  indurated  portions  of  lung-tissue,  but  as  this  gradually  becomes  involved  in 
the  destructive  process,  only  the  thickened  interlobular  septa  remain,  and  these  constitute 
the  bands  or  septa  by  which  such  composite  cavities  are  traversed.  Such  septa  contain 

® Cornil  and  Ranviei',  Manuel  Histol.  Path.  2nd  ed. 
1882,  ii.  17G. 


* Andral,  Clin.  Med.  iv.  123  -4,  obs.  vi.  and  vii. 

* Ausc.  Med.  2nd  ed.  i.  547. 
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branches  of  the  pulmonary  arteries  and  veins,  and  also  occluded  bronchi.  The  vessels 
are  also  occluded,  in  the  vast  majority  of  instances,  by  fibro-plastic  growth,  and  hence 
Laennec  asserted  that  they  were  not  present  in  these  bands.  In  some  cases,  however, 
they  remain  patent,  and  may  have  anenrismal  dilatations  in  their  course  ; these  may  be 
the  source  of  fatal  haomorrhage.^  The  se])ta  tend  generally  to  break  down,  and  may 
remain  only  as  corddike  prominences  in  the  walls,  or  their  ends  may  be  apparent  as 
wart  dike  projections.  In  otlier  resj^ects  the  linmg  of  the  cavity  presents  ai)pearances 
resembling  those  described  in  the  simple  forms. 

When  a cavity  has  arrived  at  this  stage,  it  is  commonly  impossible  to  state  with 
any  certainty  in  which  of  the  various  processes  above  enumerated  it  has  originated. 
Many  of  the  most  extensive  excavations  are  found  in  lungs  which  are  largely  indurated 
by  fibroid  growth,  or  occupied  by  masses  of  indurated  or  pigmented  granulations  (.see 
XIX.),  but  the  clinical  history  and  analogy  would  lead  ns  to  conclude  that  the  process 
of  excavation  has  for  the  most  part  commenced  and  proceeded  by  acute  softening,  and 
that  the  conditions  last-named,  with  which,  j)Ost  mortem,  the  cavities  are  found  to  co-exist, 
are  solely  the  result  of  the  lapse  of  the  phthisis  into  a more  chronic  state. 

By  some  w'riters  the  formation  of  cavities  has  been  largely  attributed  to  changes  in 
the  bronchi.  I believe  that  changes  in  these  tubes  only  rarely  constitute  the  first  or 
most  prominent  feature  in  excavation,  which  is  accomplished  mainly  at  the  expense  of  the 
lung-tissue.  That  they  are  necessarily  invaded  by  processes  of  ulceration  is  self-evident. 
The  manner  in  which  this  proceeds  in  them,  and  also  the  cases  in  which  ulceration 
commences  in  them,  will  be  considered  hereafter. 

Encapmling  and  Ciceifn'isation  of  Cavities. — This  process  was  described  at  great  length 
by  Laennec,  who  based  upon  the  processes  thus  observed  the  doctrine  of  the  curability  of 
pulmonary  phthisis. 

It  has  been  admitted  by  all  writers  that  ‘ tubercle  ’ (including  granulations  and  caseous 
matter)  may  be  entirely  eliminated  by  the  process  of  excavation,  and  that  a cure  Avould 
be  thus  more  commonly  effected,  were  it  not  for  the  tendency  of  fresh  gramdations  to 
appear  in  other  parts  of  the  lung  ; these,  as  Laennec  remarked,  frequently  radiate  around 
the  cavity.^ 

Laennec’s  description  of  the  gradual  formation  and  thickening,  around  the  cavity,  of 
induration-matter  more  or  less  pigmented,  which  he  described  as  semi-cartilaginous  and 


* The  first  instance  recorded  of  this  with  which  I 
am  acquainted  is  by  Stark  {Worlis,  edited  by  J.  Car- 
michael-Smyth,  1788,  p.  dl).  Another  is  given  by  the  late 
Mr.  Fearn  of  Derby  {Lmicet,  1841;  see  Fa  tli.  Soc.  Trans. 
vol.  xxii.  p.  4'2).  Others  are  given  by  Dittrich  {Pratjer 
VierteljaJirsch.  184b,  xii.  IbO,  and  1848,  ii.  1.51),  and 
by  the  late  Dr.  Peacock  (Edinh.  Med.  Swrg.  Journ.  1843). 
Collected  cases  of  this  nature  are  given  by  Easmussen 
(Hospitals-Tidende,  1808,  translated  into  Edinh. 
Monthly  Journal,  1868,  vol.  xiv.),  by  Friinzel  (Charite- 
Annalen,  1875,  vol.  ii.),  by  Samuel  West  (Med.-CIdr. 
Trans.  1875,  vol.  Ixviii.),  and  by  Douglas  Powell 
(Trans.  EafJt..  Soc.  vol.  xxii.).  Numerous  isolated  eases 
exist  in  the  Path.  Soc.  Trans. ; see  index  to  these. 
Hilton  P’agge  (ih.  vol.  xxviii.)  records  one  case  in  a child 
aged  2^  years,  llasmussen  found  one  in  a child  aged  3.t. 
In  one  case,  by  .Joint  Williams  (ih.  vol.  xvii.),  several 
varicose  dilatations  were  found  on  two  branches  of  the 
ptdmonary  artery  in  a single  cavity,  llasmussen  also  gives 
examples  of  multiple  aneurisms  in  a single  cavity  ; in  one 
case  two  existed,  and  in  another  four.  Douglas  Powell 
has  given  an  instance  where,  although  an  aneurism  was 
present,  rupture  of  the  artery  took  place  at  a different  spot. 


His  explanation  of  their  origin  is  the  most  probable,  viz. 
that  they  are  due  to  inflamniatory  softening  of  the  coats, 
llasmussen  says  that  laminated  coagida  are  rarely  found 
in  their  interior.  Rokitanski,  however,  states  that  even 
after  their  rupture,  the  opening  may  be  closed  by  coagula, 
and  Damaschino  (Bull.  Soc.  Med.  1879)  has  found 
laminated  coagula  in  their  interior.  He  has  not  only 
found  them  multiple  in  cavities,  but  existing  in  both 
lungs.  For  other  references  see  Cotton  (Med.  Times 
and  Gax.  1800) ; Peacock  (St.  Thomas  Hosy).  Bey).  1870) ; 
Reginald  Thompson  (Pulmonary  Ptmmorrhayc,  p.  115). 
An  erosion  of  the  pulmonary  artery  by  an  ulcerating 
bronchus  is  figured  by  Sir  E.  Carswell,  Illust.  Ele- 
mentary Forms  Disease,  art.  ‘ Hiemorrhage,’  pi.  iii. 
fig.  5.  ■ 

- Laenjrec,  loc.  cit.  Barthez  and  Eilliet  (Mai.  des 
Enfants,  iii.  067)  met  with  eight  cases  of  cicatrised  cavi- 
ties in  children ; fom'  died  of  other  diseases,  four  of 
relapse  of  ‘ tuberculisation.’  Boudet  (Coniptes  Bend  us 
de  V Aca.demie  des  Sciences,  1843,  vol.  xvi.)  reports  ten 
instances  of  such  cicatrised  cavities  without  recent 
tubercles,  and  eight  more  m the  luesence  of  recoit 
tubercles. 
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sometimes  more  or  less  vascuLar,  lias  remained  one  of  tlie  most  perfect  yet  afforded. 
The  result,  as  he  stated,  is  to  contract  the  cavity  to  a condition  which  he  likened  to 
an  almost  innocuous  hstula.  The  cases  which  he  described  do  not  afford  illustrations  of 
complete  closure,  though  this  is  sometimes  effected  by  the  occlusion  of  the  bronchus  and 
cretification  of  the  contents  of  the  excavation,  such  as  were  described  by  Roger.^  The 
proof  that  these  matters  had  an  origin  in  a cavity  which  had  ever  opened  into  a patent 
bronchus  is,  however,  wanting,  and  in  many  cases  these  cretaceous  matters  liave  probably 
proceeded  from  non-evacuated,  caseous  material.  Andral,  however,  has  given  several 
conclusive  instances  of  the  contraction  and  almost  complete  obliteration  of  bronchi  pene- 
trating the  fibroid  tissue  surrounding  old  cavities.^ 

The  absolute  closure  of  a cavity  of  any  considerable  size  to  a linear  cicatrix,  not  in- 
cluding cretaceous  matter,  is  a rare  event,  and  its  occurrence  has  been  doubted  by  compe- 
tent observers.  It  nevertheless  appears  occasionally  to  occur,  and  an  excellent  illustration 
of  the  process  has  been  given  by  the  late  Dr.  Hughes  Bennett.®  Most  of  the  puckered 
cicatricial  masses  of  the  apex  are,  however,  probably  the  result  of  indurated  conglomerate 
granulations,  or  of  indurated  grey  infiltrations,  which  have  not  proceeded  to  excavation. 

An  old  inert  cavity  with  thickened  walls  is  usually  attended  with  a marked  cicatricial 
contraction  and  puckering  of  the  surface  of  tlie  lung.  There  also  the  jdeura  is  usually 
thickened  and  adherent,  and  sometimes  contains  many  vessels  of  new  formation,  which 
give  rise  to  anastomoses  between  the  intercostal  and  the  broncliial  arteries — a fact  that 
was  pointed  out  by  Schroder  van  der  Kolk  and,  Guillot.'^  An  instance  is  shown  in  XVI. 
1 and  2.  On  cutting  through  such  a cicatrix  the  cavity  is  found  to  be  surrounded  by  a 
variable  thickness  of  deeply  pigmented  induration-matter,  which  is  usually  hard,  dense, 
semi-cartilaginous,  and  almost  black  in  colour,  but  is  sometimes  very  vascular.  This 
radiates  in  deep  puckerings  in  all  directions  around  the  cavity  and  the  fibrous  bands  of 
the  enclosing  masses  of  old  caseous  and  cretaceous  matter,  and  it  may  be  mingled  with 
groups  of  granulations.  These  puckerings  pass  into  crepitant  pulmonary  tissue,  which 
is  frequently  highly  emphysematous. 

The  lining  membrane  of  the  cavity  tends,  with  time,  to  become  smooth  and  to  lose  its 
vascularity.  The  soft  fidse  membrane,  with  the  highly  injected  tissue  beneath,  also  tends 
to  disappear,  and  the  smooth  lining  blends  insensibly  with  the  cartilaginous  wall.  The 
junction  of  the  cavity  with  the  bronchus  becomes  less  defined  than  in  a recent  excavation, 
and  its  lining  assimilates  more  to  the  appearance  of  the  bronchial  mucous  membrane. 
The  fusion  is  possibly  rendered  more  complete  by  the  previous  ulceration  of  the  latter 
where  it  joins  the  cavity.  In  some  cases,  as  before  stated,  the  bronchi  leading  to  these 
cavities  are  contracted,  and  some  are  obliterated. 

The  cavity  continues  to  secrete  pus,  but  in  varying  degrees  ; in  addition,  old  or  more 
recent  clots  may  be  found  in  them,®  and  sometimes  confervoid  growths.®  Cavities,  some- 
times of  large,  sometimes  of  smaller  size,  are  also  found  in  the  midst  of  dense,  indurated 
tissue.  Their  lining  membrane  is  either  smooth  or  vascular,  according  to  the  activity  of 
the  processes  proceeding  in  them  {see  XIII.  1 (below  c)  ; XIV.  1 ; and  XIX.  1 and  2). 

Instead  of  the  limitation  of  the  cavity  by  fibroid  thickening,  the  luug  may  be  per- 

^ Roger  (Essai,  ‘ Cnrabilite  cle  la  Phthisie  Pulmo-  Med.  iv.  372).  Bartliez  and  Eilliet  (Zoo.  iii.  CG9)  give 
naire,’  Arch.  Gen.  3rd  ser.  1839,  vol.  v.  eight  instances  of  the  cure  of  cavities.  Lebert  (Brust- 

2 Clin.  Med.  iv.  3G8  et  seq.  . hranhheiten,  ii.  101)  says  he  has  met  with  a series  of 

^ Pulmonary  Tuberculosis,  1853,  pp.  38,  39.  Two  cases, 
illustrations  of  a ‘ cicatrix  of  dense  white  fibrous  tissue,  ■*  Schroder  van  der  Kolk,  Obs.  Anal.  Path.  p.  67  : 

varying  in  breadth  from  one-fourth  to  three-fourths  of  an  Giiillot,  L'ETyerience,  i.  545. 
inch  and  measuring  aboiit  three  inches  in  length.’  A ^ Louis,  liech.  sur  la  Phthisie,  p.  22. 

similar  linear  cicatrix  was  described  by  Andral  {Clin.  ® Bristowe,  Trans.  Path.  Soc.  1853,  v.  38. 
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forated  durino'  the  softening  and  excavation  of  caseons  masses.  This  usually  occurs  in  the 
acutest  stage,  during  the  softening  of  caseous  matter,  and  it  may  arise  from  very  small 
isolated  granulations,  but  also  from  the  larger  masses.  Ulcerative  excavation  may  also  ex- 
tend through  pleural  adhesions,  and  may  perforate  the  aorta  ^ or  the  pulmonary  artery  ; 
it  may  penetrate  the  spinal  canaU  and  cause  paralysis,  or  it  may  pass  into  or  through 
the  thoracic  walls,  and  sometimes  extend  even  to  the  neck.'’’  In  some  of  these  latter  cases 
the  penetration  of  the  thoracic  wall  is  incomplete,  and  the  skin  becomes  distended  with 
air  when  the  patient  coughs  ; the  subcutaneous  emphysema  thus  produced  may  even  be 
fatal. ^ 

Cretification. — Instead  of  softening  and  excavation,  the  caseous  material  may  cretify, 
and  form  the  origin  of  the  calcareous  masses  which  are  found  in  the  apices  and  other  parts 
of  the  lungs  in  chronic  phthisis.  Such  masses  may,  in  some  cases,  be  expectorated.  This 
change  induced  Bayle  and  Portal  to  erect  this  class  into  a separate  variety,  under  the 
title  of  ‘ Phthisie  Calculeuse  ’ ; the  latter  of  these  authors  has  given  instances  where  these 
masses  were  expectorated  in  large  quantities,  and  he  distinguished  them  from  gouty 
concretions.  They  had  been  recognised  by  Morgagni,  who  associated  them  with  asthma.'’ 
Laennec  also  pointed  out  that  they  occurred  in  people  who  had  no  other  pulmonary 
symptoms,  and  he  attributed  them,  in  many  instances,  to  the  ‘ cure  ’ of  a past  phthisis.' 

They  are  found  in  the  lungs  in  two  forms  : in  the  one  as  a putty-like  mass,  sur- 
rounded by  a dense,  pigmented  capsule  of  fibroid  tissue  of  varied  extent,  from  which 
radiating  lines  frequently  extend  ; in  this  case  the  mass  is  usually  rounded,  and  the 
contents  homogeneous.  They  occur  also  as  calcareous  bodies  of  stony  hardness,  fre- 
quently very  irregular  in  shape,  and  surrounded,  like  the  first  form,  by  a fibroid  capsule. 
They  may,  however,  be  found  surrounded  by  lung-tissue  that  is  apparently  but  little 
altered. 

Virchow  has  stated  that  he  knows  of  no  evidence  proving  the  cretification  of  tubercle, 
and  that  the  majority  of  these  concretions  result  from  the  retention  of  pus  in  small 
cavities,  or,  still  more  frequently,  in  dilated  bronchi.*^  Considering  the  frequency  with 
which  they  are  found, ^ to  refer  them  to  dilated  bronchi  is  to  ascribe  to  such  dilatations  a 
larger  share  in  the  pathology  of  phthisis  than  they  appear  to  possess  ; and,  on  the  other 
hand,  the  frequency  of  the  formation  of  such  concretions  in  bronchial  dilatations  is  not 
borne  out  by  the  evidence  respecting  the  latter  in  man,  though  they  often  occur  in  the 
bovine  species. That  the  softened  contents  of  a potential  cavity,  which  have  not  been 
evacuated  througli  a bronchus,  may  easily  undergo  this  cretaceous  or  calcareous  change, 
is  in  the  highest  degree  probaljle,  and  it  is  to  this  origin  that  Gairdner  attributes  most 


* Dittrich,  Pragcr  Viertcljahrscli.  1848,  ii.  151. 

* Carswell,  Illust.  Elemcntarij  Forms  of  Disease,  art. 
* Haemorrhage,’  pi.  iii.  fig.  i. 

® Cruveilhier,  Anat.  Path.  Gem.  iv.  580. 

I have  seen  a case  of  this  nature.  See  also  Cru- 
veilhier, loc.  cit.,  and  Buhl,  Soe.  Anat.  1850,  vol.  xxxi. 
2nd  ser.  i.  33;  also  Atlas,  liv.  xxxii.  For  other 
references  see  llayer.  Archives  cle  Med.  Compamee,  .1843, 
i.  207  ; Williams,  Dis.  Chest,  p.  102  ; Schmidt's  Jahres- 
bericht,  1856,  vol.  xci.;  Bouchut,  ‘ Des  Fistides  ruhnonaires 
Cutanees,’  Gax.  des  Hop).  1854,  No.  54  (twenty-three 
cases) ; Biermer,  Sclnveiz  Zeitschr.  fiir  Heilkunde,  ii. 
139  (several  references) ; Stokes,  Dahl.  Hasp.  Gaz.  2'- 
185  (penetrated  glenoid  cavity)  ; Lebert,  Klinilc  dcr 
Brustkramkheiten,  ii.  207 ; Flammarion,  Des  Fist  ales 
Thora.ciqa.es,  ’riiese  de  Strasliourg,  1809  (several  cases). 

Cruveilhier,  Ball.  Soe.  Ana  t.  Paris  1850,  and  Gaz. 
Hehdoni.  1850 ; Cleland,  Glasgow  Med.  Joumn.  1878. 

De  Sedihas  et  Camsis  Morhoriim,  Bjiist.  xv.  15. 

’ Ausc.  Mediate,  2nd  ed.  ii.  24. 


® ‘ Ueber  das  Verhalten  abgestorbener  Theile  im 
Inneren  des  menschlichen  Korpers,’  Verhandl.  Berliner 
med.  Gescllsch.  1865,  jip.  257,  207. 

Eoger  (‘  Essai  siu’  la  Curabilite  de  la  Phthisie 
Puhnonaire,’  Arch.  Gen.  de  Med:  1839,  3rd  ser.  vol.  v.) 
found  in  the  bodies  of  ten  old  ])eople,  fifty-one  instances 
of  calcareous  concretions  in  the  lungs.  In  the  apex  alone 
there  were  39  ; scattered  throrigh  all  parts  of  the  lung,  0 ; 
in  other  parts  than  the  apex,  0 ; in  both  lungs  simul- 
taneously, 24 ; in  the  right  alone,  17 ; left  hone,  10. 
They  often  co-existed  with  tubercles.  They  were  either 
surrounded  by  induration,  or  by  healthy  lung.  The 
bronchial  glands  sometimes  contained  concretions  when 
the  lungs  did  not.  See  also  Boudet,  ‘ Eech.  sur  les 
Transformations  des  Tubercles  Puhuonaires,’  Comptes 
liendus  Acad,  des  Sciences,  1843,  vol.  xvi. 

See  later.  Bronchial  Dilatations  in  Phthisis. 

“ Path.  Anat.  of  Bronchitis.  See  also  Eindlleisch, 
Ziemssen's  Handh.  bd.  v. 
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of  these  concretions.  The  fact  that  occluded  and  contracted  bronchi  are  often  found 
leading  to  them,  pomts  rather  to  this  mode  of  origin  than  to  the  origin  in  bronchial 
dilatations.  Similar  concretions,  as  is  well  known,  are  frequently  found  in  the  kidney 
when  the  disease  is  attributable  to  tubercle  rather  than  to  any  mere  dilatation  of  the 
pelvis  by  occlusion  of  the  ureter;  the  same  is  true  of  the  Fallopian  tube.  The  best 
proof  of  the  origin  of  these  calcareous  masses  from  caseous  degeneration  of  pre-existing 
tissue  (‘  tubercle  ’)  is,  however,  that  afforded  by  the  lymphatic  glands,  in  which  there  is 
no  question  of  the  retention  of  products  of  vitiated  secretion  or  of  mere  suppuration. 
Seeing  how  closely  the  changes  m the  glands  are  allied  to  those  in  the  lungs,  it  is  easy 
at  least  to  comprehend  that  the  caseous  masses  in  the  latter  may  undergo  the  same 
metamorphosis.  It  is  further  worthy  of  remark  that  cretification,  even  of  acute  miliary 
tuberculosis,  has  been  described  as  a cure  of  this  process  by  Burkart,  the  lungs  in  such 
cases  having  the  feelmg  of  sand-paper  ; ^ and  it  has  been  seen  m miliary  tubercle  of  the 
liver  by  the  late  Professor  Ed.  Wagner.^  Sir  Robert  Carswell  believed  that  the  calcareous 
nodules  proceeded  from  cretified  bronchial  glands,  perforating  the  bronchi,^  and  a case 
of  this  nature  is  recorded  by  Ruhle.^ 

The  calcareous  masses  yield  a large  quantity  of  lime- salts,  mingled  with  cholesterin. 
Yirchow  has  stated  that  when  the  former  are  dissolved  out,  traces  of  cell- structure  are 
still  apparent,  but  no  other  element  of  tissue.  The  fact  is,  however,  that  when  complete 
caseation  and  softening  has  occurred  (a  change  probably  preliminary  to  most  forms  of 
cretification),  the  structural  elements  of  the  lung  have  almost  enthnly  disappeared. 
Reynaud,“  however,  stated  that  he  found  elements  of  i^ulmonary  tissue  among  them,  and 
the  fact  is  easily  credible. 

Gangrene  must  be  reckoned  among  the  occasional  destructive  changes  of  the  lung  in 
phthisis.  It  is,  however,  comparatively  rare,  a fact  which  is  remarkable,  considering  the 
occasional  intensity  of  the  processes  and  the  extent  to  which  the  circulation  is  arrested. 
It  sometimes  occurs  in  the  slono;hino-  walls  of  cavities,  but  it  is  more  common  in  the 
grey  infiltration  or  in  the  softer  pneumonic  processes.  It  seldom  passes  into  the  black 
variety,  or  breaks  into  cavities,  but  is  usually  found  in  the  form  of  a grey  softening  of  a 
dirty  appearance,  passing  into  a fetid  and  ichorous  pulp  I have  met  with  it  m six  out 
of  a hundred  cases  of  phthisis,  and  always  in  the  acute  pneumonic  forms  of  the  disease. 
In  one  case  it  appeared  to  be  due  to  the  contraction  of  a branch  of  the  pulmonary  vein 
by  induration-matter,  and  here  it  had  broken  down  into  a blackened  pulp.^  Lebert  also 
states  that  in  his  experience  it  is  rare.  The  sequestra  of  caseous  material  occasionally 
found  free  in  cavities  can  hardly  be  included  in  this  category. 

Changes  in  the  Bronchi. — Extension  of  cavities  further  takes  place  by  the  implication 
of  the  bronchi. 

By  some  recent  writers,  and  notably  both  by  Yirchow*^  and  Rindfleisch,®  pulmonary 
tuberculisation  is  held  to  be  in  a large  measure  a bronchial  affection.  Buhl  also,  under 
the  title  of  ‘purulent  peribronchitis,’  for  which  he  claims  the  place  of  a substantive 
disease,  has  advanced  the  theory  that  much  of  the  destruciion  of  the  lung  is  due  to  this 

1 Burkart,  Deutscli.  Archiv  klin.  Med.  1873,  vol.  xii.  ® Three  of  these  were  in  the  midst  of  pneumonic 

^ Archiv  der  Heilkunde,  1801,  ii.  37.  infiltration,  three  in  cavities. 

® Illust.  Elementary  Forms  of  Disease,  art.  ‘ Tu-  ’ Klinik  der  BrustkrankJieiten,  ii.  100. 

bercle.’  * Verliandl.  Berliner  med.  Gesellsch.  1865. 

Ziemssen’s  Eandh.  hd.  v.  abth.  ii.  p.  48.  ® Path.  Gewebelehre,  ed.  1878,  and  Ziemssen’s 

^ ‘ Obht.  des  Bronches,’  Mem.  Acad.  Med.  1835,  Handbuch,  vol.  v. 
p.  148. 
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?ause.^  I shall  have  hereafter  to  allude  to  these  views,  and  will  here  simply  remark  that 
10  theory  or  statement  of  facts  not  directly  applicable  to  the  pulmonary  (alveolar)  tissue 
ippears  capable  of  covering  the  most  important  changes  which  lead  to  its  destruction.  1 
must  confess  that  I have  never  seen  this  purulent  or  caseating  peribronchitis  apart  from 
ither  phthisical  processes  atfecting  the  substance  of  the  lung,  although  in  various  degrees 
d may  be  found  connected  with  them,  and  participating  in  the  changes  which  they 
produce. 

I shall  here  discuss  the  chief  changes  visible  to  the  naked  eye  which  affect  the  bronchi 
in  phthisis. 

Tubercle  of  the  terminal  bronchi  can,  for  the  most  part,  only  be  recognised  by  the 
microscope,  and  will  be  described  later.  It  is  not  commonly  found  very  extensively 
diffused  in  the  mucous  membrane  of  the  larger  bronchi,  except  in  the  immediate  neigh- 
bourhood of  cavities,'-^  and  in  these  cases  the  tubercular  ulceration  only  contributes  to  the 
extension  of  the  cavity  by  the  erosion  of  the  bronchus,  pari  p>assu  with  that  of  the  lung- 
tissue  surrounding  it.  It  may  then  be  seen  as  isolated  grey  granulations,  becoming 
cheesy,  and  passing  into  spots  of  ulceration  which  tend  to  become  confluent,  and  it  may 
resemble  very  closely  the  more  superficial  erosions  of  the  laryngeal  mucous  membrane. 
In  other  cases,  apart  from  cavities,  the  mucous  membrane  is  swollen  and  thickened, 
and  largely  infiltrated  with  the  growth,  passing  into  caseous  change  and  generally  into 
ulceration.^  This  process  may  be  bilateral,  and  may  extend  to  the  bifurcation  and 
thence  to  the  trachea  ; there  are  confluent  granulations,  passing  into  caseous  masses  of 
a diameter  of  one-eighth  to  one-quarter  of  an  inch,  and  in  some  places  leading  to  deep 
ulcerations  between  the  cartilages  (XX.  1). 

In  other  instances,  however,  there  is  a manifest  peribronchitic  thickening  passing  into 
cheesy  change,  which  apparently  leads  to  more  extensive  ulceration,  as  in  VII.  1,  c,  b ; 
X.  3,  a ; XII.'^ ; XIV.  2,  d ; XVIII.  4, In  many  of  these  cases  it  is,  however,  diffi- 
cult to  define  strictly  the  change  in  the  bronchial  wall  from  that  of  the  adjacent  pulmon- 
ary tissue,  as  the  one  often  passes  insensibly  into  the  other  (^see  VI.  3).  It  must  also  be 
added  that,  though  some  thickening  of  the  bronchial  wnll  takes  place  in  all  parts  adjacent 
to  cavities,  a distinct  peribronchial  growth  is  with  difficulty  recognised  by  the  naked  eye 
before  the  occurrence  of  this  caseation,  although  it  is  observable  with  the  microscope.*^ 

In  some  cases,  however,  there  is  a manifest  thickening  of  the  wall,  and  in  one  instance 
of  sloughing  quasi-gangrenous  pneumonia,  occurring  in  a case  of  old  phthisis,  I found 
soft  granulations  scattered  through  the  intiltrated  tissue,  and  the  bronchi  were  surrounded 
by  a soft  material,  similar  in  character  to  the  granulations,  Avhich  was  invading  the  walls 
and  passing  into  ulceration. 

The  mucous  membrane  of  the  bronchi  is  reddened,  swollen,  and  thickened.  This 
change  tends  to  be  general  in  all  cases  of  acute  phthisis.  In  the  more  chronic  forms  it 
is  chiefly  noticeable  in  the  neighbourhood  of  cavities.  The  swelling  of  the  membrane 
may  coincide  in  some  places  with  thickening  of  the  outer  coats,  so  that  a noticeable 
diminution  of  the  calibre  of  the  tube  may  ensue. 

* Lungenentziindung,  Tuberculose  u.  Schivindsucht,  ® Goodhart  (Brit.  Med.  Journ.  1879,  i.  542)  has 

pp.  89,  92  et  seq.  recorded  a case  where  peribronchitis  was  found  in  the 

* Cruveilhier  has  described  submncoiis  tubercle  in  the  midst  of  hepatised  tissue,  no  other  change  being  present 

bronchial  mucous  membrane  of  the  cow.  Anat.  Path.  than  caseation  of  the  mediastinal  glands.  He  thinks  the 

Gen.  iv.  597.  pneumonia  was  due  to  a caseous  change  extending  along 

® Cf.  Eokitanski,  Path.  Anat.  iii.  28.  the  bronchi.  It  appears  to  me  probable  that  this  was 

* In  the  left-hand  upper  corner  of  the  figure.  excited  by  the  surrounding  pneumonia.  The  case  has 

Cf.  also  Herard  and  Cornil’s  coloured  plates  in  some  analogy  with  those  of  interlobular  l.ympliangitis 

Ph  thisie  Puhnonaire.  associated  with  obstruction  of  the  glands  ; see  later. 
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Ulceration  of  tljc  mucous  uiembrane  is  not  uncommon,  and  it  often  assumes  a ser- 
piginous form,  "with  islets  of  deeply  injected  and  swollen  mucous  membrane  intervening 
between  the  ulcers.  These  ulcerations  commonly  extend  from  cavities,  but  may,  in  rare 
cases,  occur  in  other  parts. ^ 

The  bronchi  may  be  either  dilated  or  contracted.  Dilatations  are  common,  and  occur 
in  two  distinct  phases  of  phthisis. 

(a)  They  are  met  with  as  part  of  the  phenomena  of  acute  tuberculisation  of  child- 
hood,‘‘^  where  they  probably  occur  under  the  same  conditions  of  origin  as  prevail  in  acute 
broncho-pneumonia  [see  ante,  p.  24).  The  dilatation  sometimes  coincides  with  thickening 
of  the  wall,  which  is  usually  tubercular  in  character,^  the  ‘ peribronchitis  tuberculosa  ’ of 
Virchow,  and  the  tube  is  then  rigid  and  its  diameter  much  enlarged.  But  dilatation  may 
exist  without  this  thickening  ; the  walls  are  then  thin,  and  the  tube  dilated.  Buhl  attri- 
buted to  ‘ purulent  peribronchitis  ’ a large  share  in  the  production  of  bronchial  dilatation. 

(h)  Dilatations  are  still  more  common  in  tracts  of  fibroid  induration,  though  in  these, 
as  will  be  noticed  presently,  contraction  is  also  not  uncommon.  The  dilatations  in  these 
parts  may  be  either  fusiform  or  globular.  The  former  occur  also  in  parts  not  thus  indu- 
rated, but  both  varieties  are  most  marked  in  the  fibroid  portions  {see  XIII.  3 ; XIV.  1 ; 
XVI II.  1 ; and  XIX.  2).  The  fibroid  induration  belongs  to  the  class  before  described  ; as 
a o’eneral  rule  the  walls  of  the  bronchi  are  fused  with  it,  and  are  indistiiif^uishable  from  it. 

The  mucous  membrane  in  both  these  forms  of  dilatation  is  commonly  inflamed  and 
swollen,  and  ulceration  is  occasionally  present,  but  to  a variable  degree.  It  may  some- 
times proceed  to  a considerable  degree,  but  this  is  rare."*  Reinhardt  ® attributed  a large 
share  of  the  excavations  found  in  phthisical  lungs  to  bronchial  dilatation,  and  in  this  he  has 
been  followed  by  Ruble  and  by  Xiemeyer,*'  but  I believe  that  this  view  is  untenable. 

The  distinction  of  a cavity  formed  by  a dilated  bronchus  from  one  originating  in  the 
destruction  of  the  pulmonary  tissue  and  communicating  with  a bronchial  tube,  is  at  times 
a task  of  great  difticulty,  as  was  recognised  by  Laennec.^  The  difficulty  exists  in  three 
directions.  The  first  is  in  rare  cases  where  all  the  bronchi  of  a lobe  present  sacculiform 
dilatations  separated  only  by  thin  septa,  which  septa  are  perforated  by  comtnunications 
between  the  dilatations,  giving  rise  to  the  appearance  of  multilocular  cavities.  This  event 
is.  however,  singularly  rare  in  the  upper  lobes.®  In  a second  class  a difficulty  exists,  as 
])ointed  out  by  Gairdner,  when  a single  cavity  connecting  with  a bronchus  is  lined  by  a 
smooth  membrane.  The  third  is  when  a dilated  bronchus  has  undergone  secondary 
ulceration. 


^ Barthez  and  Rilliet  (Malad.  des  Enfants,  iii.  709) 
say  that  the  idcerations  may  occur  when  miliary  tuber- 
cles alone  are  disseminated  through  the  lungs.  Louis 
foimd  them  in  22  out  of  49  cases  : in  ,5  out  of  t9  females, 
and  17  out  of  30  males.  He  thought  that  there  was  a 
greater  tendency  to  secondary  ulcerations  of  the  mucous 
membrane  of  the  upper  air-passages  in  the  male  than  in 
the  female  sex.  He  remarked  that  bronchi  leading  to 
solid  masses  of  ‘ tubercle  ’ were  seldom  inflamed. 

^ This  was  noticed  in  an  adult  by  Fomnet,  Bech. 
Cliniques,  ii.  707. 

^ Forster,  Path.  Anat.  18G3,  ii.  228. 

Barth  ( ‘ Rech.  Dil.  des  Bronches,’  Mem.  Soc.  Med. 
Ohs.  1850,  vol.  iii.)  found  ulcerations  of  the  bronchi  rare  in 
the  general  disease,  having  only  met  with  three  instances 
in  43  cases.  Biermer,  however  (Virchow’s  Arcliiv,  vol. 
xix.),  found  such  ulcerations  common  in  tubercular  lungs. 

5 Charite-Annalen,  1850,  i.  273-4. 

® Ruble,  ‘ Untersuchungen  liber  die  Hohlenbildung  in 
tuberculosen  Lungen,’  Habilitations-Schrift,  Breslau, 


1853  ; Niemeyer,  Klin.  Vortrdge,  p.  67.  Gairdner  {Path. 
Anat.  of  Bronchitis,  Edinb.  1850,  p.  76)  took  precisely 
the  opposite  view,  and  attributed  ‘ almost  all  ’ so-called 
sacculated  dilatations  of  the  bronchi  to  enlargement  of 
the  Imigs,  which  he  says  may  be  lined  by  a smooth  mem- 
brane, and  an  imperfect  reproduction  of  epithelium. 

’’  Ausc.  Med.  2nd  ed.  i.  208.  Laennec,  who  in  this 
article  gave  the  first  detailed  description  of  bronchial 
dilatation,  announced  his  intention  of  describing,  in  the 
chapter  on  phthisis,  the  distinction  between  these  dila- 
tations and  cavities,  an  intention  which  he  did  not  fulfil. 
The  first  accurate  definition  was  given  by  Virchow 
{Verhandlangen  Wurzburg.  lAiys.-med.  Geselhchaft,  ii. 
24  et  seq.),  and  to  this  paper  I am  mainly  indebted  for 
the  data  here  given.  The  distinction  given  by  Stokes 
(Dis.  Chest,  p.  171)  applies  only  to  simpler  cases.  See 
also  \Valshe,  Dis.  Lnmgs,  pp.  235-6,  and  Barthez  and 
Rilliet,  Malad.  des  Enfants,  iii.  665. 

® See  a case  by  Barth  (loc.  cit.  p.  489)  where  the  tube 
leading  to  these  dilatations  was  almost  closed. 
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In  most  ordinaiy  cases  the  contihnity  of  the  nmcons  membrane  in  dilated  bronchi,  and 
its  abrupt  cessation  when  the  bronchus  opens  into  a pulmonary  excavation,  is  a sufticienr 
criterion.  In  other  cases,  when  through  excessive  dilatation  of  the  tube  the  mucous  mem- 
brane has  been  almost  effaced  by  stretching,  the  distinction  may  be  made  by  the  continuity  of 
the  vessels,  which  are  abruptly  truncated  in  the  case  of  a cavity.  Further,  as  Virchow 
has  pointed  out,  the  elastic  membrane  of  the  bronchus  is  still  continued  in  the  walls  of 
the  dilatation.  It  must,  however,  be  admitted  that  a smooth-walled  cavity,  continuous 
with  a bronchus  and  surrounded  by  indurated  tissue,  may  at  times  be  very  difficult  to 
distinguish  from  bronchial  dilatation,  even  under  careful  microscopic  observation. 

The  distinction  of  a dilated  bronchus,  the  subject  of  secondary  ulceration  which  has 
completely  destroyed  its  walls,  from  a cavity  originating  in  the  lung,  can  only  be  a matter 
of  inference  from  the  state  of  the  surrounding  pulmonary  tissue.  In  the  vast  majority  of 
c;ases  of  phthisis,  evidence  exists  of  the  disease  of  the  lung,  while  in  simple  bronchial 
dilatation  the  surrounding  tissue  is  either  simply  inflamed  and  possibly  gangrenous,  or  is 
indurated.  A practical  difficulty  of  this  kind  is  therefore  comj)aratively  rare.  If  any 
traces  of  mucous  membrane  are  still  discoverable  within  the  cavity,  they  would  be  con- 
clusive evidence  of  its  origin  in  bronchial  dilatation.^  Even  in  genuinely  [>hthisical  cases 
the  bronchial  dilatation  may  be  unilateral,  and  limited  to  a single  portion  of  the  lung.  It 
is,  however,  in  these  conditions  much  more  common  in  the  u})per  than  in  the  lower  lobes. 
The  mechanism  by  which  these  dilatations  are  produced  in  phthisis  is  probably  the  same 
as  that  by  which  they  originate  in  other  conditions  of  chronic  induration.  The  wall  is 
weakened  and  loses  its  elasticity  by  inflammatory  change,  and  possibly  by  tubercidar 
inflltration  ; it  then  yields  to  the  expansile  influence  of  chronic  cough. 

Contents  of  th,e  Bronchial  "Tubes. — In  most  cases  of  phthisis  ending  fatally,  the  tubes 
contain  everywhere  a large  amount  of  mucus,  which  is  often  blood-stained.  In  some  acute 
cases  this  is  only  of  the  ordinary  type  of  a tliickened  mucoid  secretion  ; in  others  it  is  to  a. 
variable  degree  fluid  or  puriform.  The  tubes  traversing  tlie  portions  of  lung  atfected  with 
pneumonic  consolidation,  whether  this  be  grey  or  caseous,  are  often  obstructed  with  a 
solid  and  more  or  less  flbrinous  material,  which  may  occasionally  be  found  in  various 
stages  of  softening,^  but  in  other  cases  of  this  nature  they  are  only  tilled  with  a puriform 
mucus.  Plastic  exudation  into  the  interior  of  the  tubes,  resembling  diphtheritic  false 
membrane,  is  not  uncommon  near  large  cavities  in  which  a similar  membrane  is  found. 
It  sometimes  extends  considerably  beyond  the  neighbourhood  of  such  cavities,  and  may 
be  found  independently.'"^  Raynaud  ^ has  described  a case  where  a plastic  exudation 
obstructed  nearly  the  whole  of  the  tubes. 

A point  which  has  received  much  attention  during  recent  periods  has  been  the  question 
of  the  retention  and  caseation  of  the  secretions  in  the  interior  of  the  bronchial  tubes,  and 
the  opinion  that  these  retained  secretions  have  been  widely  mistaken  for  tubercles  of  the 
lung.  This  view  was  flrst  put  forward  by  the  late  Dr.  Addison, who,  however,  condjined 
it  with  a statement  that  the  walls  of  the  tubes  were  themselves  so  thickened  as  to  resemble 
‘ a boiled  pipe  of  maccaroni.’  It  was  represented  in  very  similar  terms  by  Reinhardt^’  and 
Ruhle,^  and  lias  received  the  support  of  Virchow,  who  added  that  most  of  the  ‘encysted 


' Rokitanski,  Path.  Ana.t.  iii.  ill. 

- Herard  and  Comil,  PtUhinic  Pulmonairc.  np.  137, 
140. 

Louis,  lac.  cit.  p.  27  ; Lebert  (Klinik  der  Brustkrank- 
hnUrn,  ii.  3(i)  met  with  it  loin-  times,  twice  in  chronic, 
.and  twice  in  acute  cases. 


“*  Mem.  Acad.  Med.  1835,  p.  KiO. 

Collected  Writings,  Syd.  Soc.  ed.  jip.  54,  01,  02. 

''  Cha.rite-Auualen,  1850,  i.  371  4. 

’ Ruhle,  Uiitersuchungen  Hohlenbildungen  in  tnber- 
culbae  Limgen,  Diss.  Inaug.  Breslau,  1853. 
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tubercles’  of  Bayle  and  Laennec  were  011I3"  bronchi  with  retained  contents,^  and  he  cited, 
in  favour  of  this  view,  Carswell’s  celebrated  figure.'^  In  reference  to  these  opinions  I 
venture  to  make  the  following  observations.  Carswell,  as  is  well  known,  held  tubercle  to 
1)6  a secretion  on  the  free  surfaces  of  mucous  membranes.  The  appearance  illustrated  by 
him  in  Fig.  1 is  so  rare  that  I have  not  met  with  one  respinbling  it.  It  has,  however,  been 
fi  gured  by  the  late  Professor  Colberg,^  but  I think  it  is  more  than  open  to  question  whether 
these  are  truly  bronchi  laid  open,  or  oidy  racemose  caseous  masses.  Carswell’s  Fig.  2 
corres])onds  very  closely  with  Addison’s  figures  of  supposed  thickening  of  the  bronchial 
tubes  simulating  tubercles.  Carswell,  however,  held  that  this  apparent  thickening  with 
a central  opening  was  due  to  a ‘ gradual  secretion  ’ from  the  wall  into  the  interior,  and  on 
this  sul)ject  I would  make  the  following  remarks.  It  has  been  stated  by  Virchow  that  a 
large  ])roportion  of  tubercles,  miliaiy  and  other,  are  entirely  of  bronchial  or  peribronchial 
origin,  and  that  wlien  this  growth  occurs  in  their  walls,  their  contents  are  retained  and 
contribute  to  the  caseous  or  ‘ scrofulous  ’ mass  found  in  their  interior,  in  this  respect 
resembling  the  ureter  and  Fallopian  tubesd  This  view  has  been  very  fully  adopted  by 
Pindfleisch,  and  if  true  it  removes  the  discussion  to  another  basis,  viz.,  not  whether  these 
conditions  are  purel})  fallacious  appearances,  resembling  tubercle,  but  whether  they  are 
due  to  tubercle  in  special  situations.  In  this  sense  also  Addison’s  view  may  be  held  to  be 
ca})!d)le  of  reconciliation  with  that  of  Virchow  and  Rindfleisch.  The  question  as  to  the 
seat  of  tubercle  in  the  pulmonaiy  tissue  and  bronchi  is  in  a great  measure  histological, 
and  as  such  these  views  will  be  considered  hereafter.  I may,  however,  state  that, 
apart  from  the  a])pearance  of  granulations  softening  in  the  centre,  I have  hitherto  found  it 
impossible  to  trace  any  bronchial  tubes  ending  in  dilated  extremities  filled  with  thickened 
])us,  such  as  have  been  described  ly  Addison,  Reinhardt,  and  Ruble.  One  other  point 
insisted  on  by  Addison  also  requires  allusion.  He  lays  great  stress  on  the  proof  that 
these  bodies  are  thickened  tubes,  afforded  by  the  fact  that  a bristle  can  be  pushed 
through  their  centre  into  other  bronchial  ramifications.  That  this  can  be  done,  does  not, 
however,  prove  that  the})  are  solely  changed  tubes,  because  it  can  be  effected  also  in  any 
softened  ‘ tubercle  ’ when  the  connection  with  the  bronchus  is  free.  Moreover  this 
apparent  central  passage  may  exist  in  ‘tubercles’  in  the  serous  membranes  where  no 
such  fallacy  is  present.^'  I shall  hereafter  have  to  show  that  bodies  such  as  are  figured 
in  X.  (),  7,  i),  10,  which  very  closely  resemble  cut  sections  of  bronchi  filled  with 
inspissated  pus,  are  really  in  large  measure  changes  in  the  structure  of  the  lung-tissue, 
and  that  the  implication  of  the  bronchi,  when  this  occurs  in  such  formations,  is  only 
a part  of  this  change,  involved  of  necessity  by  the  relation  of  the  tubes  to  the  alveolar 
structures. 

The  contents  of  dilated  bronchi  are  sometimes  inspissated  and  caseous,  but  very 
fre([uently  they  are  semi-fluid  and  purulent,  and  do  not  differ  from  those  found  in  bronchial 
dilatations  under  other  conditions.  The  opinion  that  these  may  calcify,  and  form  the 
chief  origin  of  the  calcareous  concretions  found  in  the  apices  of  the  lungs  in  cases  of 
healed  phthisis,  has  been  already  alluded  to.  This  oj)inion  receives,  however,  but  little 
>^upport  from  the  general  history  of  bronchial  dilatation  in  other  diseases  than  phthisis, 
and  though  it  appears  to  l)e  not  uncommon  in  the  bovine  species,  it  is  rare  in  man.*' 

* Krav.hhaften  (TesrJi'iviilste,  ii.  G48-1).  Tliis  description  refers  to  the  omental  forms  of  tubercle 

^ JUustrations,  dr.  art.  ‘Tubercle,’  pi.  i.  figs.  1,  ‘2.  in  the  artificial  disease  in  the  rabbit.  Lebert  {Klinik  dcr 

Dcutsch.  Arch,  kliii.  Med.  18GS,  ii.  pi.  vii.  fig.  7.  Brustkrankheiten,  ii.  81)  considers  that  in  the  lung  a 

■*  Krankhaften  GescJnculsfe,  Joe.  cit.  18GG ; and  central  opening  demonstrates  a peribronchial  formation. 
Verha7}dhmgcri  Berliner  med.  (iesellsehaft,  18G5,  i.  2G8.  See  above,  p.  77. 

■'  Aufrecht,  Centralhl.  fur  med.  TFm.  18GU,  p.  433. 
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Contraction  and  obliteration  of  tlte  bronchi  was  shown  by  Aiidral  {nee  ante,  p.  70')  to  take 
place  in  the  neighbourhood  of  most  of  the  masses  of  indnration,  and  the  tu1)es  traversing 
these  are  for  the  most  part  no  longer  recognisable.  Marked  atresia  of  the  bronchi  in 
other  parts  of  the  lungs  is,  however,  a rare  event,  and  is  seldom  the  result  of  direct 
changes  in  the  wall,  except  at  places  wliere  the  lung-tissne  is  especially  affected  Ijy 
phthisical  changes.  In  some  cases,  however,  it  is  produced  by  the  contraction  of  cicatricial 
tissue  around  a bronchus,^  and  a similar  effect  may  result  from  the  pressure  of  enlarged 
bronchial  glands.  Closure  of  the  bronchus  by  tubercular  growth  into  its  interior  will  be 
again  alluded  to. 


Histology  of  the  Granulations. 

In  commencing  the  liistology  of  phthisis  I have  to  remark  that,  although  I have  de- 
scribed separately  the  different  naked-eye  appearances  of  granulations  found  in  the  lung,  it 
is  by  no  means  easy  to  give  a corresponding  histological  classitication.  One  reason  for  this 
is  that  in  the  tjqffcal  disease  acute  tulierculosis,  as  occurring  in  childhood,  very  great  varia- 
tions are  observable  in  the  histological  characteristics  of  granulations  which  are,  to  the 
naked  eye,  very  similar,  and  that  these  differences  are  found  in  apparently  similar  granu- 
lations in  the  same  lung.  Another  reason  is  that  a very  large  proportion  of  the  granula- 
tions, in  some  cases  of  acute  generalised  tuberculosis,  have  not  the  typical  glistening 
characters  of  the  grey  granidation,  but  are  more  or  less  opaque  and  soft,  while  some,  stiil 
maintaining  the  form  and  size  of  the  smaller  granulations,  are  distinctly  caseous.  This  is 
true,  not  only  in  childhood,  but  also  in  cases  of  acute  tuberculisation  in  the  adult,  and  is 

a point  on  which  considerable  stress  will  be  laid  hereafter  in  considering  the  unity  of 

nature  and  origin  of  these  states.  Similar  differences  to  those  which  I shall  have  to 
notice,  but  in  a more  pronounced  form,  have  been  observed  by  Klein  in  the  acute  tuber- 
culisation of  the  lungs  of  children.  It  is  probably  these  differences  that  liave  occasioned 
the  great  variety  of  description,  classitication,  and  interpretation,  vhi(di  has  of  late 
prevailed  in  the  literature  of  tubercle. 

I have  hitherto  avoided,  as  fiir  as  possible,  using  the  word  tubercle  in  reference  to 
these  granulations,  but  in  the  admitted  disease — acute  tuberculosis — it  can  hardly  b(* 
avoided  without  inconvenience.  I shall  attempt  to  show  liereafter  that  all  changes 

occurring  in  this  disease  are  also  met  wdth  in  the  lungs  in  phthisis,  whether  this  is  acute 

or  chronic. 

Granulations  in  the  Lung  in  Acute  Tuberculosis,  (a)  Grey  Granulations. — 
The  classical  tubercle  of  Virchow, tlie  ty[)ical  granulation, — composed  of  a small- 
celled  growth,  dense,  becoming  caseous  in  the  centre,  and  gradually  extending  in  a 
more  scattered  form  at  the  periphery,— may  be  regarded  as  having  formed  tlie  basis 
of  most  of  the  discussions  on  the  nature  of  phthisis  during  the  past  twenty  yem-s. 
It  is,  however,  as  conijiared  with  other  forms  of  granulation,  by  no  means  common 
in  the  lung.  In  fact  it  is  more  characteristic  of  tubercidisation  of  the  serous  mem- 
branes, although  here  also  it  is  not  the  sole  form  present;  diffuse  inhltrations,  of 
the  same  nature  as  regards  structure  and  change,  occur  also  in  them.  Granulations  of 

* A case  of  this  character  is  given  by  W i\\ia,ms,  Ptdm.otiary  C(msii‘rn.ption,  case  47,  p.  200.  The  pulmonary  artery 
was  also  contracted.  ^ Cclluiar-Pathologie,  1858,  p.  442. 


84 


PHririsis 


tins  nature  are,  however,  met  with  in  the  lung  {see  XXX.  1).  They  sometimes  appear 
to  arise  in  the  interlobular  septa,  but  they  also  occur  in  the  alveolar  tissue,  and  may  l)e 
seen  filling  the  alveoli,  where  they  become  fused  with  the  alveolar  walls  {see  XXXI X.  7). 
Xodules  like  these  are  composed  of  a dense  small-celled  growth,  separated  by  a reticulum 
with  wliich  the  Avails  of  the  cells  are  often  so  blended  that  only  the  nuclei,  Avhich  nearlv 
fill  the  cells,  are  visible.  The  cells  vary  in  size  from  the  40V0  the  i'^ch  in 

diameter.  When  the  nucleus  can  be  distinguished  from  the  cell-wall,  it  measures  from 
vo'oo  to  -goVo  of  an  inch.  Both  cells  and  nuclei  may,  hoAvever,  be  smaller  than  the 
foregoing  measurements.  Some  cells  may  have  only  a transverse  diameter  of  ^-g-Vo'  ii^oh, 
and  the  nuclei  may  be  as  small  as  or  even  7 (/oxf  of  an  incli.  The  mean  of 

measurements  are,  howeA^er,  generally,  for  the  cells,  betw^een  25V0  ^od  inch,  for  the 

nuclei  from  to  Woo-’ 

Extravasation  of  blood  is  sometimes  found  both  in  the  firmer  granulations  and  also  in 
rlie  softer  forms  presently  to  be  described,  and  is  probably  tlie  source  of  the  pigmentation 
to  be  observed  in  them. 

The  reticular  structure,  with  cells  imbedded,  may  occupy  considerable  areas,  as  in 
XXX.  2,  9,  AA-ithout  being  present  in  the  AAdiole  of  a granulation  ; and,  as  in  fig.  2,  it  may 
imade  the  Avliole  of  the  wall  of  the  alveolus,  but  Avithout  the  intermixture  of  other  cell- 
forms  ; the  alveolus,  as  in  this  instance,  maintaining  its  cup-shaped  form.*'^  This  appear- 
ance, hoAvever,  is  rare,  since  in  the  vast  majority  of  instances  the  cavity  of  the  alveolus  is 
moi'e  or  less  filled,  either  by  a small-celled  growth,  or  by  epithelioid  or  small  j’ound  cells, 
the  nature  of  which  will  be  more  fully  considered  hereafter. 

The  reticular  appearance  here  described  has  been  the  subject  of  considerable  dispute. 
In  some  of  my  drawings  and  particularly  in  XXX.  1,  2,  5,  the  fibrillated  appearance  is 
someAvhat  exaggerated.^  By  some  authors,  howcAmr,  ‘ tubercle  ’ is  described  as  a mass  of 
small  round  cells  or  nuclei  without  any  intervening  material,  the  latter  being  attributed 
solely  to  the  effect  of  hardening  agents  employed  in  the  investigation.^ 

1 would,  hoAvever,  venture  to  remark  that  the  use  of  these  reagents  cannot  mal'e  this 
material,  but  can  only  bring  it  into  prominence.  In  some  nuclear  accumulations  of  rapid 
growth,  and  wliere  epithelioid  cells  are  rapidly  prodiiced,  it  is  nor  apparent,  and  some 
authors  have  even  divided  tubercle  into  the  reticulated  and  non-reticulated  forms.^  Tliis 
intervening  material  tends  to  increase  in  amount  Avith  time,  and  finally  becomes  fibrillated. 


* The  foregoing  are  given  from  my  own  measirre- 
ments.  The  numbers  of  authors  who  have  given  detailed 
measurements  of  the  cells  of  tubercle  is  comparatively 
small.  Lebert  (Malad.  Scrof.  et  Tub.  p.  7)  gives  the  size 
of  the  tubercle-corpiiscle  as  having  a mean  of  jg,,. 
Rokitanski  (Path.  Anat.  3rd  ed.  i.  294)  describes  tubercle 
as  composed  of  nuclei  varymg  in  size  from  5^,7  to 
mingled  with  some  larger  cells.  Herard  and  Cornil 
Ph  thisie  Pidmonadre)  describe  the  cells  as  varymg  from 
s.'iju  to  and  the  nuclei  as  to  755,-,.  Cornil  and 
Ranvier  (Manuel,  2nd  ed.  1881,  vol.  i.)  give  the  size  of  the 
cells  as  from  to  AVagner  (Hand.  allg.  Path.  1876) 
describes  the  nuclei  as  from  to  and  the  cells 

as  about  the  size  of  white  blood-corpuscles.  Grancher 
(Arch,  dc  Physiol.  1878,  v.  23)  gives  the  cells  as  varying 
from  to  inch.  Delafield  (Studies  Path.  Anat.) 
has  given  his  drawings  of  the  natural  size,  and  the 
following  measurements  are  taken  from  his  j)!.  44,  .50, 
fU , 69  . cells,  i55q,  oYiTo’  i>4do’  25nd»  2H(id’  rTdu  ’ nuclei,  2:idd’ 
.Kod'  ifoo-  57dd-  7ddo-  Burdon- Sanderson  (10th  Hep. 
Med.  Off.  Privy  Council)  has  given  the  following  measure- 
ments : .spherical  corpuscles,  granulations,  lungs,  to 
nuclei  of  interalveolar  thickening  ; liver,  nuclei 


of  adenoid  growth  to  ; nuclei  in  spleen  to 

; nuclei  of  perivascular  growth  in  peritoneum  ^ a.,o 

^ J 

1800*  . . . . 

^ I found  it  difficult,  with  such  limited  artistic  powers 
as  I possess,  to  represent  the  hollow  of  the  alveolus,  but 
in  the  original  the  whole  dexith  of  the  cavity  could  be 
traced  in  a very  marked  form  by  altering  the  focus  of  the 
microscope. 

It  has,  however,  been  figured  with  quite  as  strongly 
a marked  fibrillated  structure  by  Delafield  in  his  drawings 
made  with  the  camera  lucida.  See  Studies  in,  Patholo- 
gical Anatomy,  pi.  44,  48,  and  49.  Baumgarten  (Zcitschr. 
hlin.  Med.  188.5,  ix.  126)  says  it  may  be  found  in  frozen 
specimens. 

“*  This  has  been  most  distinctly  asserted  by  Cornil, 
Lecons  Anat.  Path,  and  Sur  les  Signes  fournis  par 
V Auscultation  dans  les  Maladies  du  Poumon,  Baris, 
1*^74,  p.  57.  A reticulum  has  also  been  denied  by  Thaon 
(Rech.  Anat.  Path.  Tubercle,  1873,  p.  16)  and  by 
Friedliinder  (‘  Ueber  loe.ale  Tuberculose  ’ Volkinanu’s 
Swmmlung  hlin.  Vortrdgc,  No.  64,  p.  2). 

' Hering  {Stwdicn  iiber  Tuberculose,  pp.  84,  103) 
divides  ‘ miliary  tubercle  ' into  two  forms  ; the  ‘ endothe- 
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as  seen  in  XXX.  9 ; XXXI.  ; XLil.  2 ; and  XLIII.  1,  2 ; and,  except  by  tlie  authors 
above  quoted,  its  existence  is  generally  admitted  in  a large  number  of  tubercular  forma- 
tions.^ The  discussion  lias  turned  in  part  on  the  question  whether  the  presence  of  this 
reticulum  constitutes  any  analogy  between  tubercle  and  lymphatic  formations,  and  by  some 
who  deny  this  analogy,  the  existence  of  this  structure  is  nevertheless  admitted. In  most 
cases  it  originates,  I believe,  as  a species  of  ‘ formed  material  ’ (Beale),  or  intercellular  sub- 
stance between  the  cells  of  new  formation,  and  in  this  sense  it  was  first  described  by  Lebert, 
as  a solid  material  intervening  between  the  cells  of  tubercle.^  In  some  places,  however,  as 
ill  XXX.  lU,  it  appears  to  be  in  part  formed  out  of  the  empty  capillaries,^  which  blend 
with  the  fibroid  substance  ; in  others  it  may  be  formed,  as  Klein  believes,  from  the  alveolar 
connective  tissue.^  It  plays  an  important  part  in  the  fibroid  transformations  of  tubercle 
hereafter  to  lie  considei’cd.'’ 

Where  this  small-celled  growth  is  proceeding  rapidly,  the  reticular  structure  is 
often  less  apparent.  In  some  places  it  is  limited  to  the  alveolar  wall,  and  may  resemble 
a purulent  inspissation.  In  others,  the  granulations  appear  to  consist  of  a mass  of 
small  cells,  filling  the  alveoli,  and  resembling  the  appearance  in  some  forms  of  pneu- 
monia. From  lioth  these  conditions  it  may  be  distinguished  by  the  comparative  uni- 
formity and  smaller  size  of  the  cells,  and  in  the  vast  majority  of  instances,  when  such 
appearances  as  those  now  described  are  met  with,  transitional  forms  occur  between  them 
and  the  firmer  reticulate  granulations,  such  as  are  seen  in  XXXYIII.  7,  XXXV.  G,  and 
XLI.  6.  I shall  have  hereafter  to  describe,  in  connection  with  the  acute  caseation-processes 
of  the  lung,  how  closely  some  pliases  of  the  production  of  this  small-celled  growth  are 
allied  to  those  of  inflammation.  The  granulation -form,  however,  when  distinct,  is  peculiar 
aud  characteristic.  When  these  granulations  thus  invade  the  lung-tissue,  all  traces  of  pul- 
monary structure  disappear,  but  the  elastic  fibres  may,  as  Grancher  ‘ has  shown,  be  again 
demonstrated  by  the  use  of  li(|.  soda;. 

A large  jjroportion  of  the  granulations  in  the  lung  in  the  acute  tuberculisation  of 
childhood  are,  however,  difterently  ccmstituted  from  those  last  described  (a),  and  may  be 
thus  classified — (b)  Granulations  containing  giant-cells,  (c)  Granulations  containing  a 
variable  amount  of  epithelioid  elements,  (d)  Granulations  almost  amorphous  or  entirely 
caseous,  (e)  Granulations  presenting  more  or  less  induration. 

(b)  Granulatiom  co7italain.<j  giant-cells, — It  will  save  repetition  if  the  subject  of  the 
granulations  containing  giant-cells  is  here  considered  in  foto  in  their  relation  to  phthisis. 

Cells  with  multi])le  nuclei  w^ere  described,  as  occurring  in  tubercle,  by  Kokitanski, 
under  the  title  of  ‘ mother  ‘ cells.’®  It  is  not  very  clear  from  his  figure  whether  these  are 
the  genuine  ‘ giant  cells  ’ which,  though  previously  recognised  by  Lebert  ® as  forming  a 


lial  ’ and  the  ‘ reticulated.’  He,  however,  states  that  the 
‘ reticulated  ’ tubercle  may  change  into  a ‘ cellular  ’ 
tubercle,  and  vice  versa. 

‘ 8ee  Wagner,  Das  tnberkelaJnilieJie  Lumpha- 
denom  ; also  Schiippel,  Untersach.  iiher  Lymplidriisen- 
Tuherculose  \ Talma,  TJ-niersuch.  iiher  Luiif/c?iscliwi>id- 
sucht ; llindlleisch,  Lehrh.  'path.  Gcwcbelchre,  and 
Ziemssen’s  Handhuch,  ‘ Krank.  Resp.-Ai)}).’ ; also 
Delafield.  loc.  cit. 

' Grancher,  Arch,  de  DhijS'inl.  iv.  62.5,  and  v.  25. 

^ Miiller’s  Arc.hiv  f ur  Aiiat.  u.  Dh'ijs.  1844,  p.  1U4. 

■'  This  has  been  asserted  l)y  Sciiiippel,  L'lj-mplidriiscn- 
T uberciilosc,  p.  iJd. 

■’  Atiut.  Li/iiiphatic  S'lfstcm,  part  ii.  ]).  CG. 

'■  This  has  been  much  insisted  on  by  Talma. 

' Archives  dc  Physiol.  1872,  iv.  G2G. 


® ReJiitanski,  Lehrbach.  path.  Anat.  1855,  i.  90,  295. 
They  had  jireviously  been  described  as  ‘ mother-cells  ’ by 
.Tohannes  Muller,  Veber  den.  feinern  Baa  der  Gcscha.Cul- 
ste,  Berlin,  1838,  p.  G.  The  literature  of  tliis  subject 
has  become  so  extensive  that  I will  only  refer  to  the 
following  authors  who  have  given  the  most  complete 
historical  resume:  Malassez  and  Monod,  Archiv.  de 
Physudoyie  Normale  et  Patholoyique,  2ud  ser.  1878, 
vol.  V.,  to  which  I am  under  special  obligations  for 
many  of  the  references  in  the  text ; Sclhiiijiel,  Ueber 
Lyvtphdriisen-Tuberculose,  p.  87  ; W’agner,  Dus  tuher- 
keldhidiche  Lymphadeno'in.,  1871 ; Langhans,  Virchow’s 
Archiv,  vol.  xlii.  : Brodowski,  ih.  vol.  Ixiii. ; Lubimow,  ih. 
vol.  Ixxv.  ; Klein,  Anatouty  of  the  Lymphatic  Tissues: 
see  also  Lancet,  1879,  i.  414. 

I’hysioloyie  Patholoyique,  1842,  ii.  125. 
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constituent  of  certain  sarcomata,  and  by  Robin  ^ as  occurring  in  the  development  of  bone," 
were  first  described  by  Yirchow  ^ as  occurring  occasionally  in  tubercle  in  bovine  tubercu- 
losis, and  also  in  lymphatic  glands  and  tubercular  peritonitis  in  man.  To  Virchow  the 
name  of  ‘giant  cells’  is  due.  They  were  soon  afterwards  recognised  by  Wagner^  in 
tubercles  of  the  liver,  and  a few  years  later  by  Busch  in  those  of  the  choroid.^  Ttiey 
were  brought,  however,  into  special  prominence  by  Langhans,  who  asserted  that  they 
were  an  almost  constant  element  of  tubercle  in  all  parts  of  the  body,  and  they  have 
l)een  minutely  described  not  only  by  him  but  by  Schhppel,  Wagner,  Hering,  Ziegler, 
Klein,  and  other  authors.''  They  have  been  regarded  by  some  authors,  and  especially  by 
Kbster,  Charcot,  and  Hamilton,  as  one  of  the  best  criteria  for  the  histological  definition 
of  tubercle,  an  opinion  which  is  now  scarcely  tenable,  since  they  have  been  proved  to 
occur  in  other  diseases. 

Description  of  giant-cells. — The  description  first  furnished  by  Virchow  has  received 
but  few  essential  additions.  In  size,  when  fully  developed,  they  may  vary  from 
to  yi 5 of  an  inch,  and  Koster  has  described  them  as  being  as  large  as  of  an  incli 
in  diameter.  They  are,  hoAvever,  very  irregular  in  sliape  ; the  larger  ones  are  usually 
elongated,  and  the  long  diameter  may  considerably  exceed  the  transverse  (6-gg  measure- 
ments in  descriptions  of  Plates  XXXI.  XXXII.  and  XXXIII.). 

In  the  earlier  stages  they  are  highly  diaphanous,  and  are  best  brought  into  view  by 
Midler’s  fluid  or  chromic  acid  ; tlie  contents,  even  under  these  reagents,  are,  in  addition 
to  the  nuclei,  only  an  almost  amorphous  or  occasionally  very  finely  granular  basis- 
substance.  In  those  which  are  probably  older,  the  a})parent  solidity  and  density  of  their 
basis-substance  becomes  more  marked,  and  in  some  a line  of  fat-drops  appears  in  the 
circumference,  betAveen  the  nuclei  and  the  outer  layer  (Langlians).  In  some  there  is  a 
granular  interior  layer,  and  a clear  centre  (Koster).  Pigment  is  very  abundantly  de- 
posited in  some  of  old  standing^  {^see  XXXII.  7),  and  the  tubercle- bacilli  have  been 
observed  in  them  by  Koch.® 

W’^ith  time  there  forms  around  some  of  these  bodies  a thick  capsule  (‘mantle’ 
Langhans)  as  originally  described  and  figured  by  Virchow.  It  is  glistening,  transparent, 
homogeneous,  and  apparently  structureless.  It  may  attain  a thickness  of  from  20V0 
liio'  (Langhans — see  his  figure  of  a ruptured  cell),  and  in  those  of  old 

standing  it  undergoes  Amrious  transformations,  b}^  which  it  becomes  blended  with  the 
surrounding  tissue,  and  more  or  less  fibrillated  (.seg  XXXIII.  6,  10,  11).  The  cells  in 
their  earlier  stages  are  often,  but  not  constantly,  rounded  (XXXI.  3,  ^’, /)  ; 

many,  however,  soon  acquire  a serrated  margin  (XXXI.  1,/  ; 4,  c),  and  from  this  margin 
pass  off  processes  which  blend  in  various  ways  with  the  surrounding  tissue.  In  some 
ifiaces  it  would  appear  as  if  the  processes  Avere  only  fibroid  prolongations  of  the  capsule, 
but  in  others  it  is  apparent  that  they  are  part  of  the  cell,  and  contain  nuclei  (XXXI. 
4,Z»  ; 0,  6). 

The  nuclei  and  their  arrangement  within  these  cells  form  one  of  the  most  important  and 


' Eobin,  Compt.  Rend.  Soc.  Biol.  1849,  p.  119. 

^ Robin  termed  them  ‘ myeloplaxes.’ 

^ Wiirzburg.  Verhandlungen,  1857,  vii.  143  and  228 ; 
and  Archiv  fur  path.  Anatom, ie,  1858,  xiv.  50  (figm’es). 

^ Arcliiv  der  Heilkimde,  1861,  vol.  ii. 

® Vircliow’s  Archiv,  1866,  vol.  xxxvi. 

Schuppel,  Lymphdrusen-  Tuberculose ; Wagner, 
Das  tuberkeldhnliche  Lymphadenom ; Hering,  Histol. 
n.  exp.  Studien  liber  die  Tuberculose,  Berlin,  1873 ; 
Ziegler,  Exp.  Untersiich.  iiber  die  Uerkunft  des  Tuber- 


kel-Elemexits,  AViirzburg,  1873  ; Klein,  Anat.  Lymph. 
Syst. ; Koster,  Die  fongose  Gelenkejitziindung , Vir- 
chow’s Arcliiv,  1869,  vol.  xlviii. ; Lubimow,  Virchow’s 
Arcldv,  1879,  vol.  Ixxv. ; Schiiller,  Scrofulose  und 
tuherculbse  GelenMeiden,  Stuttgardt,  1880. 

’’  Observed  by  Klein,  Anat.  Lymph.  Syst.  p.  64  ; also 
by  Cornil,  Gaz.  Med.  1880,  jr.  580.  Langhans  also 
pointed  out  that  they  take  up  pigment  in  the  choroid. 

® Berliner  Min.  Woch.  1882,  No.  15. 
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characteristic  features  of  the  structure  of  these  bodies.  They  appear  either  round  or 
ovoid,  and  the  latter  shape  is  so  constant  that  I am  disposed  to  believe  that  the  round 
forms  are  merely  transverse  sections  of  the  ovoid,  or  the  latter  looked  at  end- ways.  They 
are  exceedingdy  numerous  ; there  may  often  be  from  200  to  300  in  the  larger  cells. 
They  may  contain  one  or  more  higdily  developed  nucleoli  (Kbster).  Their  outline  is 
well  defined  against  the  ground- substance  of  the  cell. 

The  elongated  nuclei  measure  from  ysVo  inch  to  inch  in  length,  and  5-0V0 
to  yaVo"  breadth.  The  majority  are  about  yoW  in  length  and  yoV-o  inch  in 

breadth,  and  the  breadth  of  most  of  those  that  appear  round  is  from  g-oV-o  tctott  inch. 
Some  that  are  slightly  ovoid  measure  x Indications  of  the  multiplication  of 

the  nuclei  by  fissiparous  division  may  occasionally  be  observed,  although  I have  not  found 
it  easy  to  satisfy  myself  on  this  point.  It  has,  however,  been  seen  both  by  Langhans  and 
by  Klein. 

The  most  remarkable  feature  of  the  nuclei  is  the  manner  in  which  they  are  grouped 
at  the  periphery  of  the  cell.  They  tend  to  form  a circle  within  this,  with  their 
long  diameter  pointed  towards  the  centre  {see  XXXI.  1,  2,  4 ; XXXIII.  11).  In 
some  of  the  larger  cells,  viewed  from  the  surface,  they  form  a group,  also  at  the  peri- 
phery but  less  regularly  arranged  (XXXI.  2,  a),  and  sometimes  they  are  apparently 
central  (XXXI.  3,  A ; XXXII.  9).  In  others,  while  still  maintaining  this  character 
1 of  grouping,  they  accumnlate  predominantly  at  one  part  only  of  the  periphery  of  the 
cell  (XXXI.  1,^;  XXXII.  1),  and  in  many  specimens  portions  of  the  periphery  are 
I left  free.  In  some  cells  of  earlier  formation  only  a few  of  the  nuclei  are  visible  (XXXI. 
3,  /,  A),  while  in  others,  also  apparently  in  course  of  development,  the  whole  cell  appears 
to  be  densely  crowded  with  them  (XXXI.  1,  g,  2 e).  When  the  prolongations  pass 
from  the  cells  into  the  surrounding  tissue,  these  elongated  nuclei  may  extend  abundantly 
with  them,  until  both  the  nuclei  and  the  prolongations  blend  with  the  fibrillated  tissue  of 
the  surrounding  growth,  in  which  similar  nuclei  exist  (XXXI.  l,p,  4,  Z*,  6)  ; but  in 
many  places  the  prolongations  exist  without  the  nuclei.  It  is  also  not  at  all  uncommon  to 
find  less  definite  forms,  in  which  the  cell-outlines  are  indistinct,  Imt  which  are  character- 
ised by  a similar  grouping  of  nuclei  in  a rpiasi-protoplasinic  material,  passing  insensibly 
into  the  surrounding  fibro-nucleated  growth  (XXXI.  1,//,  4,  d). 

Th.e  origin  of  these  cells  has  been  attributed  to  nearly  every  structure  among  which 
they  are  found. 

{a)  Virchow  ^ originally  ascribed  their  formation  to  the  enlargement  of  the  cells  of 
the  connective  tissue,  and  he  believed  that  he  had  traced  their  progressive  stages  from 
these  and  also  from  fat-cells.  Wagner  also  observed  their  development  from  the  cells  of 
the  reticulum  in  tubercular  growths. 

Tlie  other  supposed  sources  of  these  l)odies  may  be  thus  classified  : — 

{b)  Sections  of  blood-vessels  or  development  from  the  interior  of  vessels.'"^ 


' Archvv,  xiv.  51.  For  the  history  of  these  views  see 
Malassez  and  Monod’s  article;  also  Luhimow,  Virchow’s 
Archiv,  vol.  Ixxv. ; Wagner,  Handlmch  dcr  allg.  Pathol. 
9th  edit.  ]>.  4Uti ; Arnold,  Virchow’s  Archiv,  vol. 
Ixxxviii.;  Marchand,  Virchow’s  Archiv,  vol.  xciii. 

^ ]>as  TiiberJceldJuiliche  LynijAiadonoin,  p.  31. 
Ihllroth,  finding  them  in  granulatiou.s,  attributed  tlieir 
origin  to  branching  cells  (Uchcr  die  Entimckehinrj  dcr 
JUid/jefdsse,  Berlin  1856).  Ziegler  has  also  deduced 
them  from  fat-cells  {T uhercidosc  n.  Schwindsucht, 
Volkmanu’s  Hamndurig,  No.  151,  j).  10). 

■'  Hchiijipel  (Arch,  dcr  Heilk.  xiii.  80)  from  juo- 


toplasmic  masses  in  the  interior  of  vessels.  In  Ihdcr- 
such,  iiher  Lymj)hd,riiscn-T aiberculose,  p.  93,  he  still 
believed  in  this  origin,  but  admitted  that  they  might 
e(pially  arise  within  lymphatics.  Cornil  (Cmrqytcs 
licndus  Soc.  Biol.  1878,  p.  100)  regarded  them  as  sections 
of  vessels.  Rindtieisch  (ZiemaseiAs  Handhiich,  ‘ Krankh. 
Resp.-App.  ’ ii.  165)  has  figured  them  in  the  interior  of 
capillaries.  Bee  also  Thaon,  Rech.  Anaf.  Path.  Tahrr- 
cidose,  p.  16,  and  Thin,  ‘ On  Pathology  of  Lupus,’  Mcd.- 
Chir.  Trans,  vol.  xlii. ; Kiener,  Arch,  de  Phys.  1880,  vii. 
8‘25,  896  ; also  discussion  on  scrofula.  Bull.  Soc.  Med. 
Hop.  1881. 
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(c)  Sections  of  lymphatics  or  developments  from  their  endotheliumd 

(d)  Enlarged  epithelial  cells  of  the  pulmonary  alveoli,  or  a fusion  of  these,  or  from 
the  epithelioid  cells  of  tubercle  in  other  parts. ^ 

(g)  From  confluence  of  other  cells,^  as  granulation -cells  ^ or  the  endothelium  of  the 
iris.^ 

(/)  From  the  white  corpuscles  of  the  blood.^ 

(g)  It  has  been  held  that  they  represent  modifications  of  the  process  of  formation  of 
blood-vessels  ( ‘ angeioplastic 

(h)  From  masses  of  protoplasm.® 

(i)  Fastly  must  be  named  a classification  which  accepts  various  modes  of  origin, 
which  has  been  adopted  in  part  by  Langhans,  and  specially  by  Grancher,  Fubimow,  and 
Arnold.® 

Some  of  these  view's  are  opposed  to  what  is  seen  of  the  formation  of  the  cells  in 
tubercle  of  the  lung.  Thus  the  opinion  that  they  merely  reuresent  sections  of  blood- 
vessels is  scarcely  applicable  to  a process  in  which  one  of  the  primary  changes  is  a destruc- 
tion of  the  vessels.  Rindfleisch’s  drawdng  has  indeed  a parallel  in  one  instance,  'which  \ 
have  figured,  of  what  appears  to  he  an  early  stage  of  these  formations  (see  XXXI.  3,  k), 
but  the  majority  of  the  forms  seen  can  scarcely  be  attributed  to  this  origin. 

The  theory  of  development  from  lymphatic  endothelium,  except  in  so  far  as  that  may 


* The  latter  opinion  was  first  proposed  by  Klebs, 
Virchow’s  Archiv,  xliv.  '289.  It  was  also  supported  by 
Koster,  Virchow’s  Archiv,  xlviii.  115,  and  by  Aufrecht, 
Die  chronische  Bronchojjneu7)wnie,  Magdebirrg,  1873, 
p.  45.  Eustitzky  has  also  seen  them  produced  from  the 
endothelium  of  the  lymph-sac  of  the  frog  (Virchow’s 
Archiv,  lix.  218).  These,  however,  may  possildy  have 
been  due  to  the  same  origin  as  those  found  by  Senftlebeu, 
see  note  6.  Schilppel,  however,  pointed  out  that  these 
cells  originate  in  the  centres  of  lymphatic  glands  where 
no  lymidiatic  vessels  proper  exist ; and  Langhans  had 
shown  that  they  are  found  in  portions  of  the  omentum 
free  from  lymphatic  capillaries.  Hering  regarded  them 
as  sections  of  lymphatics  (Studien  iiher  Tuherculose, 
1873,  p.  105).  Treves  (Scrofula  and  Gland  Disease, 
PJ1.  147,  154)  considered  that  they  arose  from  lymph- 
coagula  including  a greater  or  less  munber  of  cellular 
elements. 

- This  opinion  has  been  strongly  supported  by  Klein 
for  the  lung,  though  he  admits  that  giant-cells  in  other 
parts  may  have  a different  origin.  Anatomy  of  the  Lym- 
jAi.atic  Tissues,  part  ii.  pp.  04,  77 ; by  Hering,  loc.  cit. 
p.  '20 ; by  Friedlander  in  desquamative  pneumonia, 
Virchow’s  Archiv,  Ixxvi.  343  ; by  Grancher,  Archives  de 
Fhys.  Norm,  et  Path.  1878,  who  attributes  more  than 
one  origin  to  these  cells  ; by  Gombault,  Comptes  Bendus 
Soc.  Biol.  1878,  XXX.  281  ; and  lastly  in  a recent  article 
by  Arnold  (Virchow’s  Archiv,  Ixxxvii.  140,  and  Ixxxviii. 
426).  Arnold  jioints  out  their  derivation  from  the  epithelial 
cells  of  the  testicle  by  Gaule  (Virchow’s  Archiv,  vol.  Ixix.), 
Lubimow,  and  Waklstein — from  those  of  the  liver  and 
kidney  by  himself — from  ej)ithelium  in  chalazion  by 
Vincenti,  and  from  corneal  epithelium  by  Zielonko  (Cen- 
tralhlatt  med.  Wissensch.  1873,  No.  50).  See  also  Talma 
(Studien  iiher  Tuherculose,  p.  49).  It  must  be  remem- 
bered that  these  epithelioid  cells  may  be  derivatives  from 
the  connective  tissue,  and  in  this  sense  Marchand 
(Virchow’s  Archiv,  vol.  xciii.)  refers  the  origin  of  giant- 
cells  to  them  as  well  as»  to  endothelium  and  possibly  to 
epithelium. 

Langhans,  loc.  cit. 

"Weiss,  Virchow’s  Archiv,  vol.  Ixviii.  He  finds 
them  formed  around  hairs  introduced  into  the  sub- 
cutaneous tissue.  Martin  (Arch,  de  Phys.  1881,  viii.  57) 


foimd,  in  the  interior  of  giant-cells  in  tubercle  of  the 
peritoneum,  pieces  of  thread  which  had  been  injected 
with  the  infective  material. 

® Ewetzki,  quoted  by  Lubimow,  Vfr'chow’s  Archiv, 
vol.  Ixxv. 

Ziegler,  Ueher  die  Herkunft  dcr  T iiherhelelementc , 
Wurzburg,  1875.  He  watched  the  development  of  white 
corpuscles  placed  between  plates  of  glass  into  cells 
resembling  giant-cells.  Similar  results  have  been 
obtained  by  Senftlebeu  (Virchow’s  Archiv,  vol.  Ixxvii.) 
and  by  Tillmanns  (ihid.  vol.  Ixxviii.)  by  introducing 
pieces  of  tissue  hardened  in  alcohol  into  the  abdomen  of 
living  animals.  Also  by  Martin,  Arch,  de  Phys.  1881, 
viii.  51  et  seq. 

’’  Wegener  (Virchow’s  Archiv,  vol.  Ivi.)  has  ascribed 
this  origin  to  the  ‘ osteoclasts  ’ of  Kolliker  (Die  Normal- 
Besorpition  des  Knochengewehes,  Leipzig,  1873),  who, 
however  (Wiirzh.  Verhand.  1872),  stiU  holds  to  his 
original  opinion  that  they  are  the  derivatives  of  the 
original  osteoblasts  or  bone-cells.  Brodowski  (Virchow's 
Archiv,  vol.lxiii.)  deduces  them  from  jirotojilasmic  forma- 
tions from  the  capillaries,  similar  to  those  by  which  the 
new  formation  of  blood-vessels  proceeds,  and  he  pro- 
poses the  name  of  ‘ angioblasts.’  This  view  has  been 
adopted  by  Malassez  and  Monod ; also  in  part  by 
Grancher,  Arch  ives  Physiol.  1878,  p.  30,  and  more  fully  by 
Creighton,  who  has  found  them  in  the  placenta.  Jour, 
of  Anat.  and  Phys.  1878,  xiii.  9.  See  also  Virchow 
(Archiv,  iii.  450,  and  xiv.  51),  who  refers  to  this  gi’owth 
as  analogous  to  giant-cells.  Ziegler  (loc.  cit.  p.  79)  has 
also  in  part  adopted  this  view. 

“ Eindfleisch  (Lehrh.  path.  Gewehelehre,  ed.  1878, 
p.  88)  considers  them  merely  masses  of  protoplasm 
which,  under  the  infiuence  of  defective  oxygenation  and 
excess  of  carbonic  acid,  have  not  divided  into  cells. 

“ Thus  Brissaud  {Arch.  Gen.  1880,  ii.  147)  thinks 
some  are  formed  fi'om  vessels,  some  by  fusion  of 
ordinary  cells  of  tubercle,  and  some  from  endothelium  of 
vessels.  Baumgarten  (Virchow’s  Archiv,  1881,  Ixxxvi. 
208)  thinks  they  may  arise  from  the  endothelium  of  either 
blood-capillaries  or  lymphatics.  Arnold  (Virchow’s 
Archiv,  Ixxxii.  389-391)  has  observed  them  in  tubercle  of 
the  liver  formed  in  the  biliary  passages. 

See  note  3,  p.  87. 
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be  regarded  as  part  of  the  connective  tissue  series,  has  also  not  been  supported  by  conclu- 
sive figures  of  the  progressive  stages  of  these  cells. 

Ziegler’s,  Senftleben’s,  and  Rnstitzky’s  observations  on  the  changes  of  the  white  cor- 
]3uscles  into  cells  resembling  giant-ceHs  must  be  accepted  at  present  as  deserving  of  further 
inquiry.  I may,  however,  remark  that  with  the  exception  of  one  figure  by  Zeigler,* 
neither  his,  nor  Senftleben’s,  nor  Tillmanns’  figures  have  shown  the  reproduction  of  forms 
of  cells  identical  with  the  giant-cells  that  ordinarily  exist  in  tubercle.  In  the  absence  of 
any  very  positive  proof  of  the  first  stage  of  the  process,  the  possibility  of  this  origin  must, 
however,  be  admitted.  One  difficulty  in  acceijting  it  is  due  to  the  occurrence  of  such 
forms  as  some  of  those  in  XXXI.  Where  a single  giant-cell  appears  in  each  alveolus, - 
it  would  be  necessary  to  assume  that  of  the  multitude  of  white  corpuscles  which  are  sup- 
posed to  have  emigrated,  one  only  has  enlarged  in  each  alveolus. 

Their  origin  from  the  fusion  of  epithelioid  cells  of  the  pulmonary  alveoli  has  received 
the  important  support  of  Klein,  and  has  its  analogy  in  the  observations  of  Gaule  on  the 
testicle.  In  the  lung  a very  large  number  of  p)reparations  may  easily  be  found  to  support 
this  view,  which  I was  at  one  time  strongly  disposed  to  entertain.  It  is  easy  to  hud 
abundant  instances  in  which  such  apparent  fusion  occurs  side  by  side  with  fully  formed 
giant-cells  {see  XXXII.  2,  o,  4,  5,  11;  and  XXXIII.  3).  In  some  of  these  finally 
j the  whole  floor  of  the  alveolus  is  occupied  by  the  app>arently  single,  large  cell,  while  in 
others,  adjacent  to  these,  the  process  of  app)arent  fusion  may  be  observed  (XXXII.  8,  10  ; 
XXXIII.  3).  Moreover,  as  Klein  lias  remarked,  indications  of  their  having  been  origi- 
nally formed  out  of  multipile  elements  may  sometimes  be  observed  between  them,  and 
in  some,  larger  cells  occasionally  apipear  to  be  imbedded  (XXXIII.  3,  d).  Klein 
believes  that  in  the  lung  they  are  a secondary  formation,  and  are  often  pireceded  by  an 
amoiqihous  exudation  into  the  vesicles.  In  many  cases,  moreover,  they  have  appeared  to 
i me  to  be  coincident  with  a general  cell-multipilication  in  the  floor  of  the  alveoli,  of  which 
! they  form  a part,  although  a peculiar  one.  Further  observation  has,  however,  made  me 
j feel  several  difficulties  in  accepiting  this  hypothesis.^  I find  it  exceedingly  difficult  to 
believe  that  such  forms  as  are  seen  in  XXXI.  2,  3,  4,  5,  6,  are  developed  out  of  cells 
which  have  simp^ly  formed  from  the  fusion  of  pre-existing  ephthelial  cells.  In  this  general 
difficulty  I include  the  peculiar  arrangement  of  the  nuclei,  differing  so  remarkably  from 
that  which  would  be  expiecfed  out  of  a mere  agglomeration,  and  further,  the  fact  that 
they  have  materially  altered  in  shape.  They  appear  to  me  to  suggest  an  abortive  and 
misshapen  attemp^t  at  a lymp)hatic  growth  from  some  of  the  reticulate  cells  of  the  wall 
of  the  alveolus,  and  in  this  sense  they  would  find  their  p^arallel  in  the  theory  which,  in 
, other  tissues,  seeks  their  origin  in  abortive  pu'ocesses  of  the  formation  of  blood-vessel s,‘‘ 
but  which,  for  the  reasons  already  stated,  is  not,  I l>elieve,  applicable  to  tubercle. 
Klein  has  objected  to  the  theory  that  they  can  in  any  case  be  sections  of  lymphatics  ; 
but  some  round  forms,  which  apip)ear  to  be  early  stages  of  the  formations  of  these 
cells,  strongly  suggest  this  origin  {see  XXXI.  3,  /,  k ; XXXII.  1 and  1a).  In  some 
cases  also  an  origin  from  reticulate  cells  is  clearly  suggested  {see  XXXII.  11, 

I XXXIII.  2,«). 


' Log.  cit.  Taf.  v.  .3,  and  p.  42. 

^ See  also  Klein’s  lig.  26,  Anat.  LyuijALatic  System, 
part  ii. 

^ I may  mention  that  I once  held  this  opinion  so 
strongly  that  some  of  the  hgui'es  in  Plates  XXXII.  and 
XXXIII.  were  selected  in  part  to  illustrate  the  process. 

See  especially  a figiu-e  by  Billroth,  TJhcr  die  Ent- 
wickelunrj  dcr  Blutyefdsse,  Berlin,  1856,  p.  32  and  pi.  ii. 


hg.  17.  This  figure  has  a strong  resemblance  to  some 
of  those  by  Langhans.  The  opinion  here  expressed  has 
been  hinted  at  by  Brodowski,  Virchow’s  Archiv,  Ixiii.  124, 
and  more  or  less  adopted  by  Charcot,  Eev.  Mensuelle, 
1877,  p.  876  et  seq. 

^ In  this  case  the  contrast  between  the  enlarging 
reticulate  cell,  and  the  non-fusion  of  the  multitude  of 
epithelioid  cells,  is  very  distinct. 
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I must  confess  that,  althongli  the  enlargement  of  single  fully-formed  epithelial  cells  of 
the  alveolar  wall,  and  the  multiplication  of  the  nuclei,  must  be  admitted  as  a possibility, 
yet  the  fusion  of  these,  after  they  have  attained  maturity,  appears  to  present  many  diffi- 
culties. Frequently,  in  acute  tuberculosis,  this  fusion  of  the  multiplied  epithelial  cells 
can  be  seen  to  occur  without  the  production  of  giant-cells.  That  younger  protoplasmic 
masses,  from  which  these  epithelial  cells  are  regenerated,  may  thus  blend  by  fusion  is 
very  possible,  but  even  this  is  not  proven  as  regards  such  a complex  structure  as  a fully- 
formed  giant-cell.  The  matrix  or  source  whence  the  epithelial  cells  of  the  pulmonary 
alveoli  are  regenerated  has  not  yet  been  identihed,  though  one  must  be  admitted  if  they 
are  replaced  after  desquamation,  as  is  most  probably  the  case.  e.g.  in  recovery  after 
catarrhal  and  also  after  acute  pneumonia.  It  is  probable  that  this  regeneration  may  take 
place  from  the  connective  tissue  of  the  alveolar  wall,  although  the  analogy  of  the  pulmonary 
e])ithelium  Avith  an  endothelium  is  noAV  generally  held  to  be  untenable.  Apart,  however, 
Ifoni  this  speculation,  it  appears  to  me  tliat  the  chief  origin  of  the  giant- cells  may  well  be 
from  the  connective-tissue  cells  of  the  alveolar  wall,  since  these,  both  lymphoid  and 
reticular,  are  the  elements  most  concerned  in  the  characteristic  changes  of  the  granulations 
found  in  phthisis.  This  AueAV  stands  also  in  direct  relation  to  the  origin  of  similar  cells 
in  bone  and  in  the  sarcomata,  as  well  as  in  other  formations  and  tumours.  The  variety 
of  situations  in  Avhich  they  are  found,  and  the  multiplicity  of  pathological  conditions  in 
which  they  occur,  exclude  any  single  origin — such  as  that  from  the  pulmonary  epithelium 
— and  equally  involve  of  necessity  that  they  should  either  have  one  common  origin,  such 
as  the  connective  tissue,  or  result  from  tlie  fusion  of  protoplasmic  masses,  or  of  the  white 
blood-corpuscles.  Of  these  theories  the  weight  of  evidence  appears  to  be  at  present  in 
favour  of  the  connective  tissue. 

Pseudo-giant  Cells. — There  are  some  apj)earances  in  the  lung  which  may  properly 
bear  this  name.  The  chief  of  these  are  when  groups  of  large  cells  accumulate  in 
the  bronchioles,  as  in  XXXII.  6,  or  when  the  latter  are  filled  with  nuclei  imbedded 
in  the  products  of  inflammation  hardened  by  the  reagents  employed  (XXXIII.  D). 
These,  hoAvever,  do  not  present  the  arrangement  of  the  nuclei  characteristic  of  the  true 
giant- cell.  ^ 

Site  of  the  Giant-Cells. — In  a very  large  proportion  of  cases  they  are  found  in  the 
central  portion  of  the  alveoli,  and  in  some  of  the  most  typical  forms  a giant-cell  is  seen 
in  the  centre  of  each  alveolus  of  the  group  by  which  a tubercular  granulation  is  con- 
stituted (^see  XXXI.  1 ; also  Klein’s  ‘ Anatomy  of  the  Lymphatic  System,’  Part  II.  pi.  vi. 
fig,  26).  In  many,  lioAvever,  they  are  less  regularly  arranged,  though  it  is  rare  to  hnd 
more  than  one  giant-cell  in  each  alveolus  (XXXI.  2,  3).  In  almost  all  cases  they  have 
an  alveolar  rather  than  an  interstitial  oriofin.*'^  Lano-hans,  whose  statement  has  been 
repeated  by  Grancher  and  by  Charcot,^  described  them  as  occupying  the  space  between 
the  caseous  centre  of  a granulation  and  the  surrounding  zone  of  small-celled  growth, 
and  this  arrangement  undoubtedly  occasionally  occurs,  particularly  in  some  forms  of 
chronic  phthisis  {see  XX XI I.  7),  but  is  by  no  means  constant.  In  tubercles  of  other 

* Jacobson  (Virchow’s  Archiv,  vol.  Ixv.)  classifies  as  ® Delafield  (Studies  Path.  Anat.  p.  77)  states  that 

varieties  of  ‘ pseudo-giant  cells  ’ — (1)  sections  of  lympha-  they  have  no  si)ecial  site  and  may  be  entirely  absent, 
tics,  (2)  thrombi  in  blood-vessels,  (3)  sections  of  capillaries  ® Archives  de  Physiologic,  1878,  vol.  v. 

filled  with  white  corpuscles,  (4)  conglomerates  of  detritus  lievue  MensxieUe,lQll ,\>.  et  seq.  Charcot  states 

containing  nuclei,  (5)  masses  of  micrococci,  (G)  sections  that  in  most  cases  the  giant-cells  form  at  the  centres 
of  hypertrophied  muscular  fibres,  (7)  sections  of  gland-  of  the  alveoli,  and  that  traces  of  them  may  also  be  found 
tubules  and  other  epithelioid  structures,  (8)  sections  of  in  the  caseous  centres, 
nerves. 
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parts,  as  in  the  lymphatics,  and  in  grannlations  found  in  scrofulous  joints,  they  are  gene- 
rally central,^  but  in  many  cases  of  acute  tuberculosis,  when  the  granulations  are  of 
alveolar  origin,  they  are  not  absolutely  central,  but  may  occur  in  one  or  more  alveoli 
irregularly  situated  in  the  nodule. 

The  structure  of  the  granulations,  in  icMch  the  giant-cells  are  found,  ditfers  in  but  fe^v 
particulars  from  others  in  which  they  are  not  present.  From  this,  however,  I except  some 
of  the  softer  forms  of  granulation  hereafter  to  be  described,  which  consist  largely  of 
epithelioid  cells,  and  in  which  a reticular  structure  is  less  apparent.  The  remainder  of  the 
granulation  consists  of  small  cells  and  nuclei  imbedded  in  a reticulum,  and  among  which 
epithelioid  cells  are  mingled  (XXXI.  2,  e,  in).  In  some,  tlie  reticulum  is  veiy  distinctly 
fibrillated  {see  XXXI.  1),  and  the  nuclei  in  many  parts  are  fusiform  rather  than  round 
(XXXI.  4,  5).  The  branching  processes  of  the  giant-cell,  when  these  exist,  pass  into 
the  reticulum  intervening  between  the  small  cells  and  the  epithelioid  cells  surrounding  the 
giant-cell,  and  become  insensibly  blended  with  tliese.  In  a great  many  instances,  a space 
may  be  seen  around  the  giant-cell,  but  this  is,  I believe,  in  most  cases  artihcial.  Charcot 
regards  the  ‘mantle’  as  the  ecpiivalent  of  a lymph-sinus,  but  I am  disposed  to  believe, 
with  Langhans,  that  its  evolution  can  be  gradually  traced  from  the  thickening  of  the  wall, 
and  that  it  is  to  be  regarded  only  as  part  of  the  cell.  It  may  be  recalled  that  Wagner 
and  Schiippel  have  described  lymph-sinuses  as  existing  around  some  tubercular  granula- 
tions as  a whole, ^ 

Changes  in  the  Giant  Cell. — Caseation  and  calcification  were  both  noticeil  by  Virchow  ; 
the  latter  appears  to  be  confined  to  the  bovine  species.  Fatty  degeneration  is  common,’^ 
but  in  some  cases  the  change  is  more  of  the  nature  of  a fine  molecular  transforma tiou,  to 
which  the  names  of  ‘ vitreous  ’ or  ‘ hyaline  ’ have  been  given  ; in  this  much  of  the  firmness 
of  the  original  tissue  is  preserved'^  {see  XXXI.  3,  a). 

There  can,  however,  be  no  doubt  that  in  some  cases  these  cells  have  a remarkable 
persistence,  especially  in  the  fibroid  forms  of  tubercle.  In  these  they  remain  visiljle  in 
some  degree,  while  the  rest  of  the  tubercle  has  undergone  a more  or  less  complete  fibroid 
transformation,  which  may  be  blended  with  caseation.^  In  some  the  nuclei  disappear 
and  the  cell  remains,  either  pigmented,  or  sometimes  distinguished  only  by  its  outline  as  a 
glistening  amorphous-looking  body  in  the  midst  of  the  gradually  increasing  fibroid  struc- 
tures, among  which  nuclei  imbedded  in  a reticulum  may  here  and  there  be  seen  {see 
XXXII.  7).  In  other  cases  the  nuclei  shrivel  and  wither,  but  continue  apparent,  retain- 
ing their  peculiarity  of  form  and  of  arrangement  in  the  midst  of  cells  that  have  undergone 
great  apparent  thickening  {see  XXX II I.  6,  11,  12).  In  others,  again,  a very  peculiar 
form  is  retained,  of  which  I have  seen  several  instances,  when  a more  or  less  globular 
‘ cell,’  showing  a similar  disposition  of  nuclei,  but  crowded  in  the  centre,  gives  off  one 
elongated  process,  which  may  be  traced  for  a considerable  distance  into  the  surrounding 
fibroid  tissue,  with  which  it  insensibly  blends  {see  XXXIII.  10).  In  other  instances  the 
giant-cell  itself  participates  in  the  fibroid  changes  which  affect  the  rest  of  the  granulation. 
At  first  this  appears  to  advance  from  the  periphery  ; the  nuclei  remain  crowded  in  the 
centre,  or  in  some  cases  may  disappear  ; but  the  process  by  wliicli  the  cell  has  blended 
with  the  reticulum,  and  also  the  whole  reticulum  of  the  remainder  of  the  granulation, 
become  converted  into  broad  bands  between  which  nuclei  and  epithelioid  cells  may  not 

' Scliiippel,  Zoo.  ; Koster,  Zoo.  ciZ.  ^ Baumgarten  (Volkmann’s  Sammlwng  klin.  Vor- 

^ Schiippel,  Lytnjjhdriisen-Tvhcrculose,  p.  42.  triige,  No.  218)  has  asserted  that  they  may  be  found  in 

® Langhans,  loc.  cit. ; Kiister,  Inc.  cit.  old  tibroid  indurations. 

''  Arnold  (Virchow’s  Archiv,  Ixxxviii.  42G). 
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persist.  In  the  latter  case  their  absence  is  marked  by  spaces  in  the  reticuhnn  {i^ee 
XXXII.  8,  9 ; XXXIII.  7,  10).  The  nuclei  of  the  cell  itself  appear  to  blend  with 
the  reticuluin  and  form  clear  outlined  spaces,  while  the  reticulum  advances  gradually 
towards  the  centre.  Probably  in  these  instances  the  whole  finally  blends  in  the 
]uore  or  less  homogeneous  indurated  mass  of  fibroid  change  which  will  be  described 
later. 

lieJation  of  Giant-  Cells  to  Tubercle.— It  has  been  held  that  these  bodies  are  an  essential 
part  of  its  structure  ; ^ they  have  even  been  strongly  insisted  upon  as  an  element  in  its 
anatomical  diagnosis,  but  this  position  is  no  longer  tenable.  In  the  first  place  they  are 
not,  as  a rule,  discoverable  in  tubercular  granulations  of  the  pia  mater, and  as  these  are 
among  the  most  typical  of  the  forms  of  tubercle,  tjieir  absence  in  a large  number  of  the 
granulations  of  the  lung  is  not  2:>er  se  sufficient  to  make  us  place  such  granulations  in  a 
separate  category,  and  to  class  them  as  pneumonic,  as  distinguished  from  tubercular.  It 
is  further  to  be  observed  that  cells  of  this  nature  have  been  observed  in  simple  broncho- 
jmeumonia,  artificially  excited  by  occlusion  of  the  bronchi,^  and  also  in  ordinary  inflam- 
mations of  the  serous  membranes.^  have  further  been  found  in  other  acute  and 

chronic  inflammations  of  very  diverse  characters,^  including  some  distinctly  specific,*’  and 
others  to  which  this  character  may  be  more  or  less  attached.^  Tl^^y  are  found  also  in 
various  processes  akin  to  inflammation,®  in  simple  granulation-tissues,**  and  also  to  a 
large  extent  in  the  group  of  tumours  classified  as  sarcomata.^**  J-lisy  are  found  also  in 
other  seats  of  rapid  tissue-formation,  as  in  the  placenta,^^  and  they  appear  occasionally 
during  the  process  of  formation  of  blood- vessels,^"  and  even  in  some  degenerative 
processes, as  well  as  in  lupus  and  elephantiasis,  of  which  the  pathological  position  in 
relation  to  tuljercle  must  be  considered  more  doubtful. It  is  evident,  therefore,  that 
neither  their  presence  nor  absence  can  be  in  any  sense  relied  on  for  a definition  of 


* Koster,  Virchow’s  Arcliiv,  xlviii.  Ill,  who,  however, 
remarked  that  they  are  not  peculiar  to  tubercle  ; Hamil- 
ton, Path.  Anat.  of  Bronchitis. 

- Baum^arten  (Virchow’s  Archiv,  Ixxxvi.  208)  states 
that  they  are  commonly  absent  in  the  tubercles  found  in 
the  adventitia  of  the  vessels,  but  that  they  may  be  found 
in  those  existing  in  the  meshes  of  the  pia  mater.  Cornil 
and  Eanvier  {Manuel  Histol.  Path.  1882,  ii.  152)  say 
that  they  may  sometimes  be  found  in  the  perivascular 
granulations  of  the  lung. 

® Friedliinder,  Virchow’s  187G,  Ixviii.  342.  See 

also  Lichtheim,  Arch.  exp.  Pathol,  x.  66 — broncho-pneu- 
monia from  division  of  recurrent  nerves.  This  observation 
is  oj)en  to  the  objection  that  it  was  made  on  a rabbit — 
an  animal  which  easily  becomes  tubercular  after  opera- 
tions. In  the  numerous  observations  of  this  class  on 
dogs,  giant-cells  have  not  been  described,  so  far  as  I am 
aware.  See  Frey,  Lungenverdnderungen  nach  Ldhnmng 
der  Nervi  Vagi. 

^ Cornil  and  Eanvier,  Manuel  Histol.  Path.  2nd  ed. 
1881,  i.  505  ; also  Kundrat,  quoted  by  Friedlander,  Berlin. 
Min.  Woch.  1874,  No.  37. 

' Stucker  and  Heizma.nn,  inflammation  of  sclerotic  and 
bones  ; (pioted  by  Friedlander,  Berliner  hlin.  Woch.  1874. 
Ziegler  {Herkunft  T uberkelelemcnte,  p.  88)  says  that 
any  inflammation  may,  under  certain  circumstances,  jiro- 
duce  giant-cells. 

Weigert,  in  rete  Malpighii  of  small-pox  jmstules, 
Anat.  Beitrdge  Lehre  von  Pocken,  Breslau,  1874  (quoted 
1 ly  Friedlander,  loc.  cit.)  ; Klein,  Anatomy  of  Scarlatina, 
Path.  Soc.  Ti-a?!.'!.  vol.  xxviii.,  in  the  Ijmipliatic  glands  (see 
bgures  by  him)  ; in  syphilis,  Koster,  Centralbl.  vied. 
U7.S.S.  1873,  p.  014. 


’’  Around  concretions  in  a gouty  joint.  Kiener, 
Arch,  de  Phys.  1880,  vii.  919. 

® Abscess  of  mamma ; ulceration  of  os  uteri,  Fried- 
lander, Volkmann’s  Sammlung,  No.  64,  p.  4.  Koster, 
Centralblatt,  1873;  in  the  walls  of  an  echinococcus- 
cyst,  Weiss,  Virchow’s  Archiv,  vol.  Ixviii. 

® Forster,  Handh.  giadh.  Anat.  3te  Auflage  (this 
edition  has  been  inaccessible  to  me)  ; Baumgarten  (Cen- 
tralbl. 1876,  No.  45)  after  ligature  of  vessels ; ib.  1878,  p. 
228,  ‘ any  foreign  body  placed  under  the  skin  will  excite 
their  formation  ’ ; Heidenhain,  around  foreign  bodies 
introduced  into  peritoneum  ; Langhans,  in  capsule  form- 
ing around  blood  introduced  under  skin,  quoted  by 
Friedlander,  Berliner  kliii.  Woch.  1874. 

See  Virchow,  loc.  cit. ; Malassez  and  Monod,  Arch, 
de  Phys.  1878,  vol.  v.  In  fibro-sarcoma  of  uterus  by 
Baumgarten,  Virchow’s  Archiv,  vol.  Ixxvi. 

” Virchow,  Archiv,  iii.  450,  and  Gesani.  Abhamd. 
p.  213;  Friedlander,  Anat.  u.  ‘phys.  Untersuch.  iiber  d. 
Uterus,  1870 ; Creighton,  Joiirn.  Anat.  and  Phys.  vol. 
xiii.  1878. 

See  Bilkoth,  note  2,  p.  87  ; also  Malassez  and 
Monod,  loc.  cit.  ; Eanvier, -4rc7i.  Physiol.  1874;  Leboucq, 
liech.  Dev.  des  Vaisseaux,  Gand,  1876. 

Friedlander  [Berliner  klin.  Woch.  1874)  observed 
them  during  the  rapid  atrophy  of  fatty  tissue.  Arnold 
(Virchow’s  Archiv,  Ixxxvii.  14(>)  considers  that  they 
are  the  results  not  of  a formative  but  of  a degenera- 
tive process ; he  regards  them  as  resulting  from  cell- 
fusion. 

The  bibliography  of  lupus  is  very  extensive.  See 
Granclier,  art.  ‘ Serofulose,’  Nouv.  Diet.  Enc.  des  Sciences 
Med.  ‘ Elejihantiasis,’  Koster,  Centralblatt,  1873. 
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tubercle/  and  tliougb  they  are  common  events  in  some  forms  of  this  disease,  they  are  by 
no  means  invariable,  and  they  appear  in  many  cases  to  be  associated  in  greater  degree 
with  the  chronic  than  with  the  acute  forms  of  the  disease. 

Charcot  ^ has  indeed  stated  that  the  giant-cells  of  tubercle  may  be  distinguislied  from 
others  by  the  fact  that  they  are  multipolar,  presenting  numerous  prolongations  which 
pass  into  the  surrounding  tissue,  while  the  varieties  found  in  other  conditious  tlian 
tubercle,  except  lupus,  do  not  present  this  character.  It  may  he  sufficient  to  remark  that 
these  prolongations  are  figured  by  Billroth  in  granulation-tissue,  and  also  l)y  Malassez 
and  Monod  in  the  myeloplaxes  of  epulis  and  cancer,  and  Baumgarten  lias  asserted  that 
all  variations  in  the  appearance  of  these,  as  well  as  in  those  observed  in  simple  granula- 
tions, may  be  also  found  in  tubercle.® 

(c)  Granulations  containing  epithelioid  dements. — In  the  acute  tuberculosis  of  children, 
in  many  cases  the  granulations  do  not  present  either  of  the  forms  last  described.  They 
consist  of  more  or  less  circumscribed  masses  comiJosed  of  two  elements,  viz.  epithelioid 
cells,  and  a growth,  in  variable  proportions,  of  small  round  cells  imbedded  in  a reticulum, 
such  as  those  described  under  (a)  and  (b).  A typical  example  of  this  is  seen  in  XXX. 
3.  The  centre,  already  becoming  caseous  and  granular,  is  composed  mainly  of  shrivelled 
nuclei,  nebulous  masses  in  which  no  nuclei  are  discernible  (measuring 
inch),  and  a few  remains  of  epithelioid  cells,  while  here  and  there  remnants  of  the  walls  of 
the  alveoli  may  also  be  seen.  Beyond  this  is  a dense  mass  of  small-celled  growth,  such 
as  was  described  under  (a), imbedded  in  a solid  reticulum  of  intercellular  substance ; among 
these  small  cells  are  a few  epithelioid  cells,  e.  In  the  outer  zone  are  reinains  of  alveoli  c c, 
where  epithelioid  cells,  measuring  from  inch,  are  more  ahundant,  and 

it  would  appear  probable  that  the  epithelioid  cells  remaining  in  the  more  central  parts 
are  of  the  same  nature,  and  have  been  gradually  enclosed  by  the  small-celled  grov/th, 
which  elsewhere  is  seen  encroaching  0]i  the  alveoli  and  has  wrowm  in  their  wall. 

Thaon  has  described  tlie  return  of  the  epithelium  of  the  alveoli  to  the  cuboid  foian  of 
ejubryonic  life,  as  one  of  the  first  stages  of  this  process,  and  his  statement  has  been 
endorsed  by  Charcot."  I have  only  seen  very  imperfect  and  rudimentary  forms  of  tliis 
transformation  within  the  alveoli,  but  it  may  occasionally  be  well  seen  in  the  alveolar 
passages  and  bronchioles  (sr-g  XXXVIII.  (5,  from  acute  phthisis).  I think  that  the 
origin  of  these  ejiithelioid  cells  may  be  attributed  to  the  epitlielium  lining  the  alveoli  ; 
but  it  must  be  remembered  that  they  are  found  in  tubercle  of  other  parts,  as  in  the  lym- 
phatics and  peritoneum,''  and  that  they  are,  therefore,  deducihle  from  the  connective  tissue. 


' Baumgarten  (Centralblatt,  1878,  p.  228  et  seq.) 
ai>pears  to  consider  that  giant-cells,  other  than  tuber- 
cular, do  not  caseate.  But  some  of  those  found  in 
tubercle  do  not  rmdergo  this  process,  but  present  a 
libroid  change. 

- Qiroted  by  Malassez  and  Monod,  Arch,  cle  Phys. 
1878,  V.  398. 

^ Centralhlatt  med.  TTVss.  1878  ; and  Virchow’s 
Archiv,  vol.  Ixxxii. 

^ Anat.  Path.  Tuhercidose,  1873,  p.  73.  See  also 
Ziegler,  TJeher  die  Herhunft  dcr  Tuberhelelemente,  1875, 
p.  32. 

’ Picvue  Mensuelde,  1877,  p.  886.  See  also  Grancher, 
Archives  dc  Physiol.  2nd  ser.  vol.  v.  pi.  vi.  fig.  5. 
Friedliinder  (Virchow’s  Archiv,  1876,  Ixviii.  359)  has 
termed  this  a ‘ typical  ejutheliuin.’  It  is  not  peculiar  to 
tubercle,  for  he  has  seen  it  around  a sarcomatous  tumour 
of  the  lung.  Kuttner  (Virchow’s  Archiv,  1876,  Ixvi.  21) 
has  also  described  it  in  cirrhosis,  and  as  resulting  from  a 


new  formation  of  epithelium  iir  confined  spaces. 

'■  Lebert  {Phys.  Path.  i.  402)  described  some  cells  in 
tubercle  as  measuring  from  to  j-y—  inch.  See  also 
Virchow,  Kranlihaften  Gcschwiilste,  ii.  618;  Schuppel, 
Lymphdriisen-T uberculose,  p.  80;  Ai'nold,  A^irchow’s 
Archiv,  Ixxxvii.  135  ; Langhans,  ih.  vol.  xlii. ; Koster, 
ih.  vol.  Iviii. ; Klebs,  76.  vol.  xliv. ; Villemin,  Etudes  stir  la 
T uberculose,  p.  103.  See  also  liindfleisch,  A^irchow’s 
Arch  iv,  vol.  xxiv.  and  Lehrbuch  ptath.  Gcwebelehre,  for 
large  cells  in  tubercles  of  pia  mater.  In  his  article  in 
Ziemssen’s  Handbuch,  ‘ Krankh.  Eesp.-Apparat.’  ii.  102, 
Kindtieisch  appears  to  regard  these  large  cells  as  the 
germinal  tissue  (Keimgewebe)  and  the  histological  acme 
of  tubercle.  See  also  Virchow’s  Archiv,  1881,  Ixxxv.  76. 
In  the  lung,  certSiinly,  they  disappear  with  the  gradual 
invasion  of  the  alveolar  wall  by  the  small-celled  growth. 
Thaon  (Clinique  Cliitiatoloqique  dcs  Malad.  Chron.  p.  11) 
has  similarly  described  large  cells  in  laryngeal  tubercle, 
and  Lebert  {B rusthra.nhheitcn , xi.  27)  in  the  pleura. 
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or  the  endothelium  of  the  lymphatics/  or  even  from  emigrated  white  blood-corpuscles. 
The  i^roportion  of  these  cells  also  varies,  and  in  some  recent  granulations,  nearly  the 
whole  of  the  formation  may  consist  of  large  epithelioid  cells  ^ much  swollen  and  granular 
and  sometimes  containing  multiple  nuclei^  {see  XXX.  5,  G,  8),  while  in  others  the  granu- 
lations are  almost  entirely  occupied  by  small  free  cells  or  leucocytes  (XXX.  10).  Under 
both  these  circumstances,  however,  a gradual  invasion  of  the  wall  by  a small-celled 
growth  may  be  seen  to  be  progressing,  which  tends  to  the  obliteration  of  the  alveolar 
cavity. 

In  some  of  these  granulations,  sections  of  the  alveolar  ducts  may  be  found,  filled 
either  with  granular  debris  or  with  small  or  large  epithelioid  cells  (XXX.  4,  r/,  and  7,  a a). 

(n)  Soft  amorphous  or  caseous  granulations — These,  as  has  been  already  stated, 
sometimes  constitute  a considerable  proportion  of  the  granulations  found  in  acute  tuber- 
culosis. They  may  be  mingled  with  both  the  forms  last  described,  or  may  be  almost 
the  sole  change  observed. 

Their  general  microscopic  characters  are  seen  in  XXYIII.  6,  8,  and  in  XXXVIII.  o. 
In  these  advanced  stages,  they  consist  of  little  but  a granular  yet  purely  fibrillated 
material,  in  which,  however,  markings  of  the  alveolar  structure  still  exist.  In  other 
instances  the  same  granular  fibrillated  material  is  seen  filling  the  alveoli,  the  walls  of 
which  are  still  apparent.  In  this  stage,  no  traces  of  cell-structure  are  discoverable,  but 
intermediate  processes  may  be  observed  such  as  are  seen  in  XXVIII.  7,  where  a small- 
celled  growth  is  forming  in  the  alveolar  wall,  mingled  with  an  epithelial  desquamation 
in  the  interior  of  the  alveoli.  It  is  probable  that  it  is  to  the  acuteness  of  the  latter 
process  that  the  rapid  caseation  is  due.  I shall  return  to  this  subject  later. 

(e)  hidurated  Granulations. — The  granulations  in  acute  tul)ercle  sometimes  assume 
a more  fibroid  character.  I shall,  however,  discuss*  this  change  later  in  considering  the 
transformations  of  the  granulations. 

Granulations  in  ordinary  Phthisis. — A very  large  proportion  of  the  granulations 
found  in  ordinary  phthisis  differ  in  no  essential  particulars  from  those  met  with  in  acute 
tuberculosis.  Some  varieties,  however,  are  occasionally  found,  which  require  special  de- 
scription. They  relate  chiefly  to  the  size  of  the  granulations,  and  to  processes  of  softening 
and  of  induration,  found  m composite  granulations  and  in  masses  apparently  originating 
from  the  fusion  of  several  granulations.  Single  granulations,  identical  with  the  typical 
grey  granulation  (XXX.  1)  are  found  in  all  forms  of  phthisis,  but  especially  in  the 
acute  varieties  and  where  much  pneumonic  intiltration  exists  {see  XXXVIII.  7,  from 
Case  24.,  Hall,  Col.  PI.  XIV.  2).  They  are  also  found  in  the  more  chronic  forms.  See 
XXXV.  6 {Smith)  and  XXXIX.  6 {Overall). 

Caseous  granulations,  similar  to  those  found  in  acute  tuberculosis,  are  also  met  with  in 
all  varieties,  even  in  the  indurating  forms.  See  XLIII.  5 {Case  26,  Heath,  also  X.  5,  6). 

The  main  variations  in  the  naked- eye  appearance  are  in  the  large  granulations, 
sometimes  softening  in  the  centre,  which  are  found  either  singly  or  associated  with 

' I do  not  include  imder  this  the  epithelial  lining  of  in  the  more  diffuse  growth,  considers  these  to  be  cells  of 
the  lung.  Buhl  {Liingenentziindung),  as  is  known,  lymphoid  origin,  which  have  become  epitlielioid. 
regarded  this  as  the  analogue  of  an  endothelium,  and  this  ® Green,  Pathologg  of  Consumption,  p.  8;  Arnold 
opinion  has  been  repeated  by  Thaon  and  also  by  Martin.  Virchow’s  Archiv,  Ixxxviii.  423,  437  ; Delafield,  Studies 
It  must  now  be  abandoned.  See  Klein,  Anatomy  of  in  Path.  Anat.  p.  77. 

the  Lymphatic  System,  and  Kitttner,  Virchow’s  Archiv,  * Green(Zoc.  cit.)  believes  that  this  gramrlar  appearance 

vol.  Ixvi.  is  due  to  a mucoid  transformation  of  the  contents  of  the 

* Talma  {Studien  iiher  LunyenschvAndsuclit,  p.  42),  epithelioid  cells. 
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pneumonic  processes.  The  majority  of  these  correspond  in  type  with  those  shown  in  X. 
1,  2,  3,  4,  and  with  XL  XII.  XIII.  1,  and  XIV,  2.  Their  histological  characteristics 
are  seen  in  XXXVI.  XXXVII.  XXXVIII.  XXXIX.  Viewed  with  a low  power  they 
present  the  appearances  seen  in  XXXVI.  1,  3,  and  XXXVIl.  4.  They  may  either  form 
distinctly  circumscribed  masses,  softening  in  the  centre,  w'here  remains  of  alveolar  struc- 
ture are  still  apparent  (XXXVI.  1),  or  appear  as  less  defined  areas  with  several  spots  of 
caseation  scattered  through  them,  as  in  XXXAX.  3,  a,  and  XXXVIl.  4,  or  as  nodules 
which  have  passed  into  absolute  caseous  debris,  as  in  XXXVI.  5,  or  XXXVIII.  9. 

The  origin  of  tliese  spots  is  of  considerable  interest.  It  is  desirable  here  to  state  that 
the  pneumonic  infiltration,  in  the  midst  of  wdiich  they  occur,  resembles  in  its  histological 
characters  that  seen  in  XXVI.  7,  XXXVIl.  G,  XXXVIll.  1,  2,  4,  5,  XXXIX.  1,  2. 
The  alveoli  are  tilled  with  varied  forms  of  epithelial  proliferation  and  exudation,  and 
their  walls  are  more  or  less  infiltrated  with  a small-celled  growth.  Destructive  changes 
are  also  present,  which  wall  be  described  hereafter. 

The  circumference  of  the  caseating  nodule  shown  in  XXXVI.  1,  is  seen,  in  fig.  2 of  the 
same  plate,  to  be  composed  of  a small-celled  growth  imbedded  in  a reticulum  of  fibroid 
type,  and  within  this  is  a debris  of  nuclei,  similar  to  that  which  characterises  the  soft 
granulation  of  acute  tuberculosis,  as  seen  in  XXX.  3,  4.  As  in  that  instance  also,  the 
remains  of  the  alveolar  structure  of  the  lung  are  seen  in  the  softening  centre.  A similar 
small-celled  infiltration  extends  indefinitely  into  the  surrounding  pulmonary  tissue, 
gradually  becoming  less  dense,  until  it  meets  the  margins  of  similar  nodules  of  caseation 
in  its  neighbourhood  (XXXVI.  1,  d,  e).  The  line  of  demarcation  of  some  of  the  larger 
nodules  appears  to  be  the  interlobular  septa,  and  the  softening  proceeds  until  these  are 
reached.  The  septa  are  themselves  invaded  by  the  same  groAvth,  and  it  extends  beyond 
them  into  the  alveolar  tissue.  Other  and  smaller  granulations  in  this  lung  present  the 
characters  of  XXXVIl.  5,  where  an  epithelial  proliferation  is  mingled  with  a small-celled 
growth,  again  almost  identical  in  appearance  wuth  the  soft  granulation  last  noticed.  Giant- 
cells  were  found  in  some  instances  in  the  tissue  surrounding  these  masses. 

In  many  of  these  granulations  the  process  is  identical  with  that  occurring  in  the 
more  diffuse  pneumonic  infiltrations  that  pass  into  detritus,  from  wdiich  the  granu- 
lations are  only  distinguished  by  their  more  circumscribed  character.  The  essential 
characteristic  is  the  small-celled  growth  in  the  alveolar  walls,  and  tins  is  comliined,  in 
varying  proportions,  wdth  an  epithelioid  proliferation  in  the  interior  of  the  alveoli.  In 
some,  the  grow4li  causes  the  granulations  to  assume  the  character  of  dense  masses,  like 
tliat  seen  in  XL.  1,  2 (Heath)  ; but  umst  of  the  granulations  characteristic  of  this  lung 
are  those  seen  in  XXXVIL  5,  together  with  some  in  which  the  acute  destructive  changes 
next  to  be  described  are  observed. 

The  process  liy  which  tlie  granulations  form  and  perish  is  illustrated  in  XXXA'II. 
1,  2,  3 ; a tine  nuclear  growth  takes  place  in  the  floor  of  the  alveoli,  either  arising  from 
the  natural  reticular  texture  or  from  tlie  nuclei  of  the  capillaries  ; the  latter  also  dis- 
a])])ear  (as  is  seen  in  XL.  G,  a jirocess  likewdse  rej)roduced  in  this  specimen,  and  in  many 
others),  and  the  growGli  appears  to  pass  early  into  caseation.  In  some  of  tliese  masses 
there  is  no  appearance  of  epithelial  proliferation,  wdiile  in  other  and  adjacent  alveoli  the 
latter  may  be  observed  (see  XXXVIL  1).  In  the  former  case  it  is  probable  that  the 
epithelium  has  perished  at  the  commencement  of  the  nuclear  proliferation  ; at  any  rate 
no  demonstrable  traces  of  it  remain. 

4 hose  granulations,  therefore,  formed  of  a small-celled  growth,  tend  to  })crish  more  or 
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less  rapidly,  and  the  amount  of  the  growth  observed  is  in  inverse  ratio  with  the  acuteness  of 
the  process.  The  destruction  in  these  early  stages  is,  I believe,  in  no  small  measure  due  to 
the  implication  of  the  capillaries.^  The  nodules  shown  in  VII.  1 (^Price,  Case  12)  resemble 
those  last  described,  but  many  are  of  the  same  nature  as  those  of  VI.  1,  2 {Polley,  Case  6). 
A very  larg'e  number  are,  however,  caseous  and  finely  fibrillated,  like  XXXVIII.  3.  The 
early  stages  of  these  latter  are  seen  in  XXXIX.  4.  Here,  as  in  the  soft  nodules  last 
described,  a small -celled  growth  has  entirely  filled  the  alveoli,  growing  from  the  floor, 
and  this  passes  into  caseation,  commencing  from  the  centre  of  each  alveolus.  A fibro- 
nuclear  growth,  sometimes  with  fusiform  nuclei,  surrounds  tins  dense  mass,  and  the 
alveolar  wall  is  occupied  by  masses  of  dense,  small-celled  growth.  These  nodules  may 
attain  variable  sizes,  the  larger  ones  being  formed  by  confluence  of  smaller,  until  the  pro- 
cess is  circumscribed  by  an  interlobular  septum.  This  form  of  nodule,  composed  almost 
entirely  of  a small-celled  growth  filling  the  alveoli,  like  XXXV.  6 and  XXXIX.  6,  7,  is 
very  common  in  all  forms  of  phthisis,  both  acute  and  chronic,  and  it  alternates  and  is 
intermingled  with  others  in  the  same  lung,  in  which  epithelial  proliferation,  like  XXXVIl.  o 
and  XXXVIII.  7,  is  more  or  less  mino:led  Avirh  this  Growth. 

Indurated  Granulations. — I shall  under  this  head  describe  the  more  indurated  grey 
granulations  of  acute  tuberculosis,  the  conglomerate  masses  of  indurated,  pigmented  granu- 
lations met  with  in  chronic  phthisis,  and  the  larger  nodules  of  indurations,  sometimes 
caseous  in  their  centre,  which  are  found  both  in  acute  and  chronic  phthisis. 

The  induration  of  the  grey  granulation  consists  in  a gradual  thickening  of  the 
reticulum  into  broad  bands  ; these  advance  for  the  most  part  from  the  periphery  to  the 
circumference  by  a process  which,  in  some  cases,  presents  a striking  resemblance  to  that 
seen  in  the  process  of  ossification  from  the  periosteum  {see  XLII.  2,  from  a child).  The 
interlobular  tissue  also  thickens,  and  encloses  the  granulation  in  a species  of  capsule  ; such 
granulations  may  become  caseous  in  their  centres,  or  may  apparently  persist  long  in  the 
condition  shown  in  this  figure. 

In  other  cases  nearly  the  whole  of  the  granulations,  as  seen  in  XXXI.  8 {Beale,  Case  11), 
may  have  their  reticulum  thickened  into  broad-banded  fibres,  which,  in  some  cases,  enclose 
nuclei  in  their  meshes,  while  in  others  the  nuclei  may  disappear.  Perilobular  thickening 
of  the  same  nature  accompanies  this  process,  and  the  granulations,  densely  crowded  in 
the  lung,  may  apparently  undergo  no  other  change  {see  XL  III.  2). 

In  other  instances,  specimens  may  be  found  where  a similar  induration  to  that  last 
described  occurs  in  combination  with  an  amorphous  and  granular  centre,  as  in  XLIII.  1. 
Soft  or  caseous  granulations  may  coexist  with  these  in  the  same  lung.  I think  it  probable 
that  induration  of  the  same  nature  may  occur  in  granulations  associated  with  a certain 
degree  of  epithelial  proliferation,  but  it  is  diflicult  to  trace  this,  inasmuch  as  the  large 
epithelioid  cells  disappear  during  the  formation  of  the  small-celled  reticular  growth,  in 
which  this  process  of  induration  proceeds.  It  can,  however,  be  traced  in  some  forms  of 
chronic  phthisis  {see  XL.  10). 

The  induration -nodules  in  chronic  phthisis  present  several  variations,  but  all  may  be 
included  within  the  types  last  described. 

(a)  a common  form,  which  is  also  one  of  the  most  simple,  is  that  seen  in  XLI.  5, 
where,  without  caseation,  there  only  remains  in  the  centre  of  the  nodule  a pigmented 

‘ An  excellent  illustration  of  this  process  is  given  by  p.  330.  I have  figured  it  also  in  the  Bodentia,  ‘ Lecture 
Lionel  Beale,  The  Microscope  in  Medicine,  pi.  xlvi.  on  the  Artificial  Production  of  Tubercle,’  pi.  ii.  p.  5. 
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■fibroid  reticulum,  without  traces  of  cell- structure,  while  around  this  is  a dense  small-celled 
growth,  much  pigmented,  and  passing,  from  the  centre  to  the  periphery,  into  the  same 
fibroid  change.  It  appears  probable  that  the  nuclear  growth  has  perished  in  the  centre 
by  a granular  disintegration,  analogous  to  that  seen  in  XXXVIII.  3 ( Case  35,  jRoherfs, 
Coloured  PL  XVIII.  1,  2),  but  that  the  fibroid  basis  has  remamed  more  distinct. 

(b)  Another  and  a common  type  is  that  seen  in  XLI.  2,  3.  Fig.  2 so  closely  resembles 
the  process  of  induration  as  described  in  acute  tuberculosis,  that  it  requires  no  further 
description.  In  other  places,  however,  the  centre  of  tliese  nodules  becomes  an  almost 
uniformly  indurated,  fibroid,  glistening  mass,  like  the  section  of  fibro-cartilage,  while  lines 
of  fibrillation  connect  it  with  the  periphery,  Avhich  is  composed  of  an  alveolar  structure 
concealed  by  a small-celled  groAvth  imbedded  in  reticular  fil)res.  Much  pigment  also 
occurs  in  these.  The  agglomeration  of  these  masses  produce  tracts  of  tissue  like  XLI. 
1,  where  considerable  areas  are  occupied  by  glistening,  broad-banded  fibres — some  homo- 
geneous, some  fibrillated,  enclosing  lacunaj  in  which  nuclei  may  or  may  not  be  found — 
and  also  by  remains  of  alveoli  still  marked  by  epithelial  proliferation.  Some  of  these 
granulations  are  caseous  iu  their  centres.  In  all  these  nodules,  an  alveolar  origin  is 
apparent,  and  whether  they  indurate  or  caseate,  indications  of  this  persist.  Giant-cells 
exist  in  many  of  these  nodules,  and  pass  through  processes  of  induration  such  as  are 
figured  in  XXXII.  7,  8,  9,  and  XXXIII.  7,  8,  10. 

(c)  Another  variety,  closely  akin  to  the  foregoing,  is  seen  in  XLI.  7,  wliere  the 
whole  nodule  of  induration  consists  of  a small-celled  growth,  among  which  fibres  are 
extending,  but  not  in  the  broad-lianded  reticular  ty|)e  of  that  last  described. 

; (d)  In  the  same  specimen  (XLI.  7),  and  also  in  many  other  preparations,  are  seen 

i nodules  almost  entirely  fibroid  and  deeply  pigmented,  like  XLIII.  1.  The  filnillation  is 

very  fine,  and  not  in  broad  bands,  and  it  is  arranged  consecutively — distinctly  showing 
' that  it  lias  developed  out  of  a series  of  alveoli  ; masses  of  pigment  are  abundant,  and  retain 
in  parts  the  form  of  nuclei  and  ceils,  which,  hoAvever,  have  almost  entirely  disappeared  as 
; independent  structures.  {Ca,se  33,  Cojypin,  Coloured  PI.  X\ML  2,  4.) 

: (e)  a large  number  of  indurated  granulations,  in  all  specimens,  present  a combina- 
tion of  a caseous  centre  Avith  a densely  indurated  margin,  consisting  of  a small-celled 

growth,  invaded  by  fibres  and  mingled  Avith  pigment.  Adjoining  granulations  may 
consist  entirely  of  small-celled  growth,  among  Avhich  fibres  are  extending  ; and  this 
small-celled  growth  may  or  may  not  l)e  caseous  in  the  centre.  See  XXXIX.  5,  7 
[Cases  25,  Overall,  and  10,  Unwin),  and  XLI.  b,  [Case  34,  Cox,  and  Coloured  PI.  XVIII. 
3,  4).  In  the  earlier  stages  of  some  granulations  of  this  nature,  the  cell-growth  may  be 
seen  to  be  proceeding  from  a reticular  structure  in  the  tloor  of  the  alveoli,  apparently 
arising  from  the  nuclei  of  capillaries  ; even  where  it  is  more  dense,  it  still  shows  traces  of 
this  origin  [see  XL.  7,  8,  9). 

(r)  The  large  indurated  nodules,  with  or  AAuthout  caseous  centres,  are  a subject  of 
some  interest,  as  they  have  frequently  been  described  as  peribronclual  thickenings  ; to 
I the  naked  eye,  and  even  Avitli  Ioav  powers  of  the  microscope,  they  strongly  suggest  this 
origin.  A carefid  examination  of  the  majority  of  such  formations  as  are  figured  in 
X.  o to  10,  shows,  hoAvever,  that  they  have  an  alveolar  origin,  and  are  formed  out  of  a 
thickening  of  the  pulmonary  tissue  by  processes  AAdiich  are  practically  identical  with  those 
last  described.  I may  also  add  that  a large  number  of  nodules  found  iu  the  lungs  in  cases 
of  acute  and  chronic  phthisis  arise  in  the  nranner  which  I have  hoav  to  describe, 
i In  the  lungs  of  Heath  [Case  26  and  Coloured  PI.  X.  5,  (1)  the  ap})earances  seen  are  (jf 

o 
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three  kinds  : tracts  of  fibroid  induration  like  XL.  2 ; nodules  of  caseation  of  various 
kinds  which  will  be  described  later  ; and  finally  granulations  of  the  structure  seen  in 
XL.  1,  3,  and  6.  These  granulations  are  seen  to  consist,  like  others  before  described,  of 
a great  thickening  of  the  alveolar  walls  with  a small-celled  growth,  which,  as  in  XL.  6, 
may  be  observed  to  form  the  floor  of  the  vesicles,  sometimes  with  fusiform  and  sometimes 
with  round  nuclei,  entirel}^  obliterating  the  capillary  structure.  Much  pigment  is  seen 
in  them.  Giant-cells  exist  in  places  among  this  growth,  but  large  tracts,  and  sometimes 
whole  nodules,  appear  within  these  structures.  The  alveoli  in  the  central  parts  of  these 
nodules  show  but  little  trace  of  epithelioid  cells  ; these  probably  disappear  before  the  small- 
celled  growth.  In  the  peripheral  parts,  the  alveoli  still  show  an  abundance  of  epithelial 
cells.  These  nodules  attain  a considerable  size,  and  appear  only  to  be  bounded  by  the 
larger  interlobujar  septa.  The  whole  nodule  may  present  the  characters  here  described, 
but  in  some,  as  seen  in  XL.  3,  caseation  commences  in  the  centre,  and  may  gradually 
extend  until  the  thickened  interlobular  septum  is  reached.  In  the  earlier  stages  of  this 
caseation,  and  even  in  some  cases  where  it  is  considerably  advanced,  the  alveolar  origin 
may  be  observed,  as  in  this  flgure.  In  some  of  the  large  nodules  of  caseation  thus 
bounded,  a very  remarkable  appearance  of  dilated  alveolar  ducts  may  be  occasionally 
seen  ; these  are  filled  with  a dim  nebulous  matter,  or  with  traces  of  cells  and  nuclei, 
faintly  defined  and  disintegrating,  but  sufficient  also  to  mark  the  lobular  rather  than  the 
bronchial  origin  of  these  caseous  masses  {^see  XL.  4). 

The  conglomeration  of  these  masses,  especially  when  they  assume  the  forms  of  rows 
and  lines,  presents  a very  singular  resemblance  to  bronchi ; and  the  same  resemblance  may 
be  produced  by  the  agglomeration  of  nodules  such  as  that  seen  in  XXXY.  4.  This  may 
be  the  case  even  with  the  caseation  of  soft  granulations  in  acute  phthisis  in  a pneumonic 
area,  as  in  X.  1,  2,  and  XXXVI.  1 ; but  here,  as  already  stated,  the  examination  with 
a high  power  reveals  the  remains  of  alveolar  walls.  When,  however,  these  rows  of 
nodules,  caseous  in  their  centre,  are  surrounded  by  much  fibroid  induration,  and  the 
interlobular  septa  on  which  they  rest  are  much  thickened,  tlie  resemblance  is  still  more 
deceptive,  for  they  may  even  appear  to  branch  and  bifurcate,  and  longitudinal  and  cross 
sections  can  hardly  be  distinguished  from  bronchi  except  by  the  higher  powers  of  the 
microscope.  When  thus  examined  they  are  found,  as  in  XLIII.  3,  to  show  remains  of 
the  alveolar  structure,  and  even  when  this  has  almost  disappeared  in  the  caseation,  bands 
of  fibres  may  be  seen  extending  into  the  area  in  a manner  which  shows  its  true  origin. 

After  a prolonged  and  repeated  investigation  of  this  subject,  I believe  that  the  very 
large  majority  of  these  caseous  and  soft  masses  with  thickened  periphery  (‘encysted 
tubercles  ’ of  Bayle)  are  not  sections  of  bronchi,  as  was  held  by  Addison,  or  accumula- 
tions of  caseous  matter  in  the  interior  of  dilated  bronchi,  as  has  been  frequently  stated, 
but  that  they  are  formed  in  the  manner  which  I have  now  described.  They  are  due 
to  the  invasion  of  the  pulmonary  tissue  by  a small-celled  growth,  which  may  pass  into  a 
more  or  less  extensive  caseation  in  the  centre  of  the  nodule  thus  formed,  or  may  indurate 
in  a variable  proportion  of  the  area.  It  may  further  be  remarked  that,  even  in  these  lungs, 
entirely  caseous  nodules,  surrounded  by  a dense  margin  of  thickening  (interlobular 
septum),  and  showing  the  most  undoubted  proofs  of  their  alveolar  origin  (XLIII.  5), 
exist  side  by  side  with  the  formations  just  described  and  with  others,  and  from  these 
they  are,  to  the  naked  eye,  indistinguishable." 

^ Delafielcl  (Studies  Path.  Anat.  188’2,  p.  93)  has  mistaken  for  sections  of  Lronclii.  Barthez  and  Eilliet 
stated  that  nodules  with  a caseous  centre,  and  under-  (MaZach  tZes  hi.  344)  had  already  distinctly  given 

going  fibroid  induration  at  their  periphery,  must  not  be  this  warning. 
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Some  of  these  nodules,  such  as  are  shown  in  X.  <S,  9,  10,  are  also  formed  out  of  the 
softening  of  large  areas  of  small-celled  growth,  invading  the  pulmonary  tissue  and 
bounded  by  the  thickened  interlobular  septa,  as  seen  in  XXXIX.  5. 

It  must,  however,  be  added  that  in  cases  where  extensive  peribronchial  infiltration 
has  occurred,  and  has  passed  into  caseation,  the  contents  of  the  bronchi  are  inspissated 
and  form  a continuous  mass  with  the  wall.  When  this  softens,  ulcerations  occur,  spread- 
ing into  the  adjacent  tissue.  These  ulcerations  have  usually  a caseous  margin  (X.  3,  4), 
which  has  resulted  from  the  extension  of  the  small-celled  growth  beyond  the  peribronchial 
sheath  into  the  alveolar  tissue.  In  the  early  stages  of  these  changes,  and  before  ulcera- 
tion has  occurred,  such  bronchi  present  caseous  nodules  identical  in  appearance  with 
the  large  caseous  granulations  before  described,  and  are  indistinguishable  from  them 
except  by  microscopic  examination — the  crucial  distinction  being,  as  already  stated,  the  . 
discovery  in  the  latter  of  the  remains  of  pulmonary  tissue.  Indeed,  in  some  lungs  it  is 
not  uncommon  to  find  both  forms  of  granulations  side  by  side  in  the  midst  of  a grey 
pneumonic  infiltration. 

Many  also  of  the  indurated  granulations  which  have  been  described  as  ‘ indurating 
peribronchitis,’  are  seen  to  have  an  alveolar  origin  by  the  fact  rhat  the  fibroid  change 
extends  entirely  to  their  centre,  which  could  not  be  the  case  were  tliey  merely  tubes  {see 
XLI.  2,  3,  5). 

Seat  and  origin  of  the  Granulations. — -By  the  older  authors,  two  distinct  opinions  were 
held  regarding  tlie  site  of  the  grannlations  of  the  lung.  These  may  l^e  briefly  stated  as 
being,  whether  tubercle  was  vesicular  or  extra- vesicular.  The  leading  authorities  were 
about  equally  divided  between  these  views,  and  the  discussion,  even  with  the  aid  of  the 
microscope,  has  continued  to  the  present  day,  but  with  some  modifications.  The  state- 
ments now  made  respecting  the  granulations  are  that  they  are  alveolar,  perialveolar,  or 
interalveolar,  or  may  occupy  the  same  position  with  respect  to  the  infundibula,  or  that 
they  are  interstitial,  perivascular,  or  peribronchial. 

The  opinion  which  has  received  most  support  is  that  tubercle  in  the  lung  is  for 
the  most  part  a peribronchial  growth.  It  was  first  stated  by  Virchow  that  in  a large 
II  proportion  of  miliary  tubercles,  the  growth  l^egins  in  the  submucous  tissue  of  the 
bronchi,^  and  this  view  has  been  extended  by  Rindfleisch,^  who  makes  it  the  invari- 
able cliaracter  of  all  the  tubercular  formations  of  ordinary  phthisis,  only  excepting 
acute  tuberculosis  (in  which  he  regards  the  grannlations  as  being  interstitial)  and 
some  other  forms  which  he  describes  as  being  of  lymphatic  origin.  Rindfleiscli 
(whose  views  have  been  ado])ted  by  Charcot)  ® asserts  that  tubercle,  in  all  ordinary 
forms  of  phthisis,  commences  at  the  angle  where  tlie  peribronchial  tube  breaks  iq> 
into  tlie  alveolar  passages,  i.e.  at  tlie  point  where  there  is  an  enlargement  of  the 
tube,  and  where  secretions,  which,  in  his  o]iinion,  are  the  source  of  the  infective  origin 
of  tubercle,  are  the  most  easily  retained  ; it  is  to  this  mode  of  growth  that  the  lobular 
or  trefoil  form  of  tubercle  is  due. 

Of  all  the  authors  who  have  written  on  tubercle,  none  have  given,  as  far  as  I am 
aware,  any  distinct  drawing  of  tubercle  having  this  origin,  though  a diagrammatic  repre- 

’ Verliancl.  Berliner  mcd.  Gesellscliaft,  1865,  p.  263  ® Revue  Mensuellc,  1879,  p.  900.  Charcot  admits 

ct  seq.  See  also  KranBltaften  Gcsclnviilste,  ii.  649.  an  interstitial,  a perivascular,  and  an  alveolar  variety, 
Virchow,  as  far  as  I am  aware,  has  made  no  general  state-  the  two  former  chietly  in  acute  tubercle.  See  ib.  1877. 
ment  respecting  the  site  of  tubercle  under  all  circum-  Martin  also  asserts  that  the  majority  of  the  granulations 
stances  in  the  lung.  found  in  the  lung  have  a bronchial  origin  ; liecli.  Anat. 

^ Lehrhucli  GeweheleTire,  5th  edition  ; and  Path.  Tuherciile,  1879,  p.  46. 
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sentation  of  it  has  been  furnished  l>y  Rindfleischd  I venture  to  remark  that  such  a 
circumscription  of  a growth  which  must,  under  these  circumstances,  be  infinitesimally 
small,  Avould  necessarily  be  extremely  rare,  and  I confess  that  I have  not  seen  it.  The 
site  of  most  granulations  in  the  lung  is  alveolar,  and  so  is  their  essential  growth,  but 
some  arc  undoubtedly  peri-  and  interbronchial,  some  are  perivascular,  and  some  exist  in 
the  interstitial  tissue.  It  may  be  better,  however,  for  the  sake  of  perspicacity,  to  consider 
the  site  of  the  granulations  which  occur  elsewhere  than  in  the  alveolar  tissue,  and  then 
to  discuss  the  relations  of  the  latter  to  the  former. 

Bronchial  Tubercle. — This  occurs  in  two  situations,  viz.  the  submucous  tissue  of  the 
smaller  bronchi,  and  the  peribronchial  sheath.  Those  in  the  former  were  described  by  Vir- 
chow, and  later  by  llindtleisch,  as  consisting  of  very  small  granulations  in  the  submucous 
tissue,'^  wliicli  begin  as  wdiite  spots,  and  may  be  traced  as  far  as  bronchi  of  -^th  of  an  inch 
in  diameter.^  also  described  by  Cornil  and  Ranvier  as  projecting  into  the 

interior  of  the  bronchus  and  covered  by  ciliated  epithelium.^  Histologically  the  growth 
of  tubercle  in  the  submucous  tissue  of  the  bronchi  is  seldom  unassociated  with  a similar 
growth  in  the  wall,^  and  the  tAvo  together  present  appearances  such  as  are  seen  in 
XXXIV.  5,  XLII.  5,  XLIII.  6.  There  is  a proliferation  of  the  epithelium  in  the 
interior  of  the  bronchus,  which  in  the  smaller  ones  may  lead  to  their  complete  obstruc- 
tion, and  in  addition  a small-celled  reticular  growth  takes  place  in  the  wall,  which,  as 
seen  in  XLIII.  (1,  may  also  grow  irregularly  in  the  form  of  granulations  into  its  interior 
— a condition  Avhich  has  been  described  by  Martin  as  ‘ obliterating  bronchitis.’*^  Thaon 
has  also  described  an  extensive  caseous  infiltration  of  the  submucous  tissue  of  the 
bronchi,  tlie  epithelium  at  first  remaining  intact,  but  subsequently  disapjAearing  in  the 
process  of  ulceration,  while  in  the  larger  bronchi  the  same  change  is  observed,  but 
suppurative  rather  than  caseating.'  These  thickenings  of  the  bronchial  wall,  with  growth 
into  their  interior,  take  })lace  in  all  forms  of  phthisis,  and  in  the  indurating  Amrieties  they 
pass  into  sclerotic,  almost  homogeneous,  glistening,  fibroid  tissue,  as  will  be  considered 
hereafter. 

I have  already  described  the  caseous  masses  which  these  peribronchial  growths  form, 
and  the  manner  in  which  they  may  be  distinguished  from  similar  masses  arising  from  the 
pulmonaiy  tissue.  They  are,  as  1 have  already  stated,  less  common  than  the  latter,  but 
Avhen  present  they  may  contribute  largely  to  the  breaking  down  of  the  lung,  especially 
when  surrounded  by  a grey  pneumonic  infiltration.  The  infiltration  of  the  peribronchial 
sheath  Avith  a small-celled  reticular  texture,  which  is  one  of  the  common  forms  of  change 
in  the  artificial  tuberculosis  of  the  rodentia,  occurs  also  in  acute  tuberculosis,  with  the 
formation  of  nodules  of  adenoid  tissue.  These  were  obseiwed  by  Schroder  van  der  Kolk, 
and  likened  to  glands.®  They  have  been  minutely  described  by  Burdon-Sanderson,®  and 


1 Ziemssen’s  HandbucJi,  ‘ Krankh.  Eesp.-Ajip.,’  ii. 
171.  EinclHeisch’s  description  of  his  method  of  prepara- 
tion is  given  in  the  Berlin.  Min.  Wochenschrift,  1873, 
p.  81.  I venture  to  remark  that  two  drawings  given  by 
Graneher  (Arch,  de  Physiol.  2nd  ser.  vol.  v.  pi.  v.  tig.  3, 
pi.  vi.  fig.  1)  do  not  appear  conclusive  as  regards  the 
bronchial  origin  of  the  granulations.  The  former  would 
represent  almost  any  granulation  in  the  lung  which  had 
become  caseous  in  the  centre,  and  the  latter,  filled  almost 
entirely  with  epithelium-cells  and  the  remains  of  a 
reticulum,  appears  to  me  to  represent  an  aheolus. 
Ziegler  (Herhimft  der  Tuberlcelelemente,  p.  30)  states 
that  the  smallest  miliary  tubercles  commence  in  the 
alveolar  passages. 

■'  Klein  (Anat.  of  LymiAi.  Tissues,  part  ii.  p.  23) 


describes  masses  of  lymphatic  tissue,  akin  to  the  lym- 
phatic follicles  of  other  mucous  membranes,  as  existing 
normally  in  the  submucous  tissue  of  non-cartilaginous 
bronchi. 

^ It  must  be  remembered  that  the  terminal  bronchi 
are  seldom  more  than  x inch  in  diameter. 

Maivnel  Path,.  Histol.  1882,  ii.  153. 

® An  illustration  of  this  is  given  by  Herard  and 
Cornil,  Phthisie  Ptdmonaire,  p.  111. 

® Martin,  Eech.  Anat.  Path.  Tubercule,  1879,  ji.  51. 

, " Thaon,  Hech.  Anat.  Path.  Tubercidose,  1873,  p.  68 
et  seq. 

» Obs.  Anat.  Path.  1826,  pp.  71-2. 

“ licp.  Med.  Off.  Privy  Council,  1867,  1868. 
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1)y  Klein. ^ They  are  met  Avitli  in  the  child,  but  to  a much  less  extent,  as  far  as  my 
observations  have  extended  ; and  it  is  only  comparatively  rarely  that  they  are  distinctly 
found  in  an  isolated  form  in  the  phthisis  of  the  adult.  This  is  probably  due  to  the  fact 
that  the  lunofs  in  the  latter  are  commonlv  examined  in  more  advanced  stao;es,  when  the 
h'lnphatic  masses  which  normally  exist  in  this  situation,  have  become  blended  with,  and 
indistinguishable  from,  the  changes  in  the  adjacent  pulmonary  tissue.  I have  already 
described  the  invasion  of  the  peribronchial  wall  and  the  process  by  which  this  occurs. - 
Cornil  and  Ranvier  have  described  tins  peribronchial  growth  as  surrounded  by  dilated 
lymphatic  vessels.^  Klein  has  stated  his  belief  that  in  the  rodentia,  caseation  rarely 
occurs  in  the  peribronchial  growths,  nor  does  he  appear  to  consider  that  the  process  often 
extends  from  tlieni  to  the  lung,  l)ut  he  rather  believes  that  they  arc  secondary  in  point 
of  time  to  the  alveolar  and  perivascular  changes. 

The  pericascidar  groivth  of  tubercle,  first  observed  by  Dr.  William  Addison  of  Brighton,'^ 
and  attributed  by  him  to  the  exit  of  white  corpuscles,  was  shown  l)y  Virchow  to  be  the 
common  form  in  the  meningeal  variety,^  and  was  again  asserted  by  Heschl,  Deichler,  and 
< )tto  AVeber,  to  be  one  of  its  modes  of  origin  in  the  lung.  This  statement  was  confirmed 
by  Colberg,  who,  however,  asserted  that  it  began  in  the  capillaries,  and  thence  extended 
to  tlie  adventitia  of  the  arteries.*'  It  was  also  asserted  by  Schiippel  for  the  larger  vessels  ^ 
and  Klein  ^ regards  it  as  one  of  the  earliest  appearances  in  artificial  tuberculosis  of  the 
rodentia,  and  as  the  source  of  much  of  the  implication  of  the  pulmonary  tissue.  The 
latter  describes  it  as  finally  forming  a dense  reticular  small-celled  growth  in  the  peri- 
arterial sheath,  which  may  develo}>  in  places  into  solid  nodules.  The  wall  of  the  artery 
is  similarly  invaded,  and  at  the  same  time  a proliferation  of  the  endothelium  occurs  in  the 
interior,  greatly  narrowing  the  calibre  of  the  vessel.^  Similar  changes,  but  to  a less  ex- 
tent, were  observed  by  Klein  in  the  veins.  Mugge,  however,  has  found  the  latter  more 
frequently  affected,^**  and  the  granulations  in  them  may  exist  as  small  round  tumours. 
In  the  rodentia,  Klein  regards  the  periarterial  changes  as  the  starting-point  of  most  of 
those  which  occur  in  the  alveoli,  to  which  they  extend,  apparently  by  continuity,  but 


' A)iat.  of  Ly7iipli.  Tissues,  part.  ii.  pp.  ‘23,  78. 

' Cf.  Ilokitanski,  Path.  Anat.  iii.  28. 

^ Manuel  Histul.  Path.  ‘2nd  ed.  188‘2,  ii.  155. 

Addison,  ifea7//iy  ami  Diseased.  Structure,  1841),  pi. 
iii.  fig.  !).  It  is  open  to  (piestion  whether  this  was  not 
(d)served  Ly  Scdiroder  van  der  Kolk,  Ohs.  Anat.  Path. 
18‘2G,  pp.  71-2. 

^ Virchow,  Wien.  mcd.  Woch.  1850,  p.  3,  and  Gesam. 
Ahlumd.  1850,  p.  217 ; also  Buhl,  Zeitsch.  Pat.  Med. 
1857,  viii.  53.  See  also  Bindfieisch,  Virchow’s  Archiv, 
vul.  xxiv.,  and  Bastian,  Edinhiirgh  Med.  Jourii.  1807. 

'■  Heschl,  Prayer  I'icrteljahrschrift,  1850,  iii.  17, 
1 )eichler,  iJciO-rtfjre  Plist.  dcs  Lungengeivehcs,  Gottingen, 
1801.  The  original  of  this  has  keen  inaccesible  to  me, 
and  I know  it  only  from  quotations.  Heichler  appears 
to  have  recognised  the  origin  in  the  adventitia.  Colberg 
(Deutseh.  Arch.  Min.  Med.  ii.  471)  says  that  the  growth 
begins  in  the  caidllaries,  and  thence  extends  to  the 
adventitia.  See  also  Otto  Weljer,  ‘ Ueber  die  Betheili- 
gung  der  Gefasse  in  den  Neubildungen,’  Virchow’s 
Arch  iv,yo\.  xxix.  In  the  brain  it  was  also  observed  by 
Cruveilhier,  Atlas,  liv.  vi.  pi.  ii.  figs.  3 and  4.  See 
also  llerard  and  Cornil,  Phthisic  Puhuonaire,  p.  30  et 
srij.  ; and  Wagner,  T uhe rheld.hidiehes  Lyinyhadenom, 
p.  44. 

’’  Lyinphdrusen-Tuhcrculuse,  p.  80. 

* Anat.  Lymphatic  Tissues,  part  ii.  pp.  55,  50,  78. 

■’  Thaon  { 'liech.  Anat.  Path.  Tuhei'culose,  1873,  }>.  28) 
has  described  in  tubercular  pneumonia  an  ‘ endarterite 
vegetante  ’ which  closes  the  vessels.  Briedlander 


(Virchow’s  Archiv,  1870,  Ixviii.  357)  has  described  this 
as  an  ‘ arteritis  obliterans.’  See  also  Orth,  Virchow’s 
Archiv,  Ixxvi.  220.  Martin  (liech.  Anat.  Path,  sur  lo 
Tuhcrculc,  1870)  has  adopted  Friedlander’s  terms.  See 
also  Kiener,  Arch.,  do  Phys.  1880,  vii.  718,  ‘ Tubererde 
vaseo-formatif.’  Pauli  (Virchow’s  Archiv,  Ixxvii.  00) 
has  found  the  arteries  in  cavities  closed  by  a small-celled 
growth  containing  giant-cells.  Weigert  (Virchow’s 
Archiv,  Ixxvii.)  has  also  found  tubercle  in  the  wall  of 
an  anemism  of  the  pulmonary  artery  (for  the  structure 
of  these,  see  Cornil  and  Ranvier,  Alawuel  Histol.  Path. 
1882,  ii.  178).  Similar  changes  exist  in  syphilis ; see 
Wagner,  Archiv  der  Hcilh.  vol.  vii.  ; Heubner,  Die 
luctischc  Krliranhungcn  der  Him  arte  ricn,  Leipzig 
1874.  Ref.  also  to  Bauingarten,  Virchow’s  Archiv,  vols. 
Ixxiii.  and  Ixxxvi.  Peculiar  thickenings  occiu-  in  the 
arteries  in  other  conditions.  See  Kussmaul  and  Maier, 
Deutseh.  Arch.  Min.  Med.  1800,  i.  and  Meyer,  ‘ Periarte- 
ritis Nodosa,’  Virchow’s  Archiv,  Ixxiv.  1878. 

*"  Mugge  (Virchow’s  Archiv,  Ixxvi.)  thinks  the  intima 
is  affected  l>y  the  tubercular  poison  passing  through  the 
coats  of  the  vessel.  Weigert  had  made  earlier  observa- 
tions on  this  subject;  see  Deutche  mcd.  Woch.  1883. 
No.  24.  In  Vhehow’s  Archiv  (Ixxviii.)  he  has  given  two 
instances,  and  thinks  this  may  be  a source  of  general 
infection.  See  Hugnenin,  Ziemssen’s  Handhuch,  (juoted 
by  Prericlis  (Beitrdge  Lehrc  Tuherculose,  1882,  ]i.  01), 
who  has  found  similar  instances.  Cohn  (Klintk  der 
cinholischen  Gefnss.  1800,  p.  230)  observed  perforation 
of  the  pulmonary  vein  by  tubercle. 
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tliongli  they  were  also  found  by  him  in  the  acute  tuberculosis  of  children,  he  does  not 
describe  them  as  having  a similar  connection.  Martin  des(!Tfbes  a gradual  thickening  of 
the  coats  of  the  vessels  until  they  are  ‘ complely  occluded,’  as  is  shown  in  the  accom- 
panying woodcut  by  him,^  The  small-celled  growth  in  the  arterial  wall  is  seen  in  XLII. 

3,  4.  This  perivascular  thickening,  like  the  peribronchial, 
is  common  to  all  forms  of  phthisis  ; but  in  none  of  these, 
including  the  acute  tuberculisation  of  childhood,  have  I been 
able  to  observe  that  it  forms  a predominant  element,  or 
appears  to  be  the  primary  change,  or  that  the  bulk  of  the 
granulations  in  the  lung  are  in  any  way  connected  with 
the  growth  in  the  wall. 

Alveolar  Granulations — Exclusive  of  the  peribronchial 
and  periarterial  growths,  the  vast  majority  of  all  the  granu- 
lations found  in  the  lung,  whether  these  be  small-celled  or 
whether  they  contain  epithelioid  cells  or  giant-cells,  are 
alveolar  or  infundibular.  There  is  no  proof  that  they  have 
any  other  origin,  and  their  structure  shows,  I believe  very 
conclusively  , that  they  commence  in  the  pulmonary  vesicles. 

In  this  growth  the  bronchi  and  alveolar  passages  are 
doubtless  occasionally  surrounded,  and  when  these  are  not 
occluded  by  cell-proliferation,  they  have  the  appearance  of 
round  openings,  as  in  XXVIII.  3 and  4,  which  suggest 
that  the  growth  may  have  had  a peribronchial  origin, 
though,  as  in  tig.  3,  solid  granulations  of  purely  alveolar 
structure  are  seen  side  by  side  with  the  others.^ 

At  the  periphery  of  the  lung  in  acute  tuberculosis,  both 
in  the  epithelioid  and  giant-cell  variety,  granulations  may  be  found  conical  in  shape 
and  almost  purely  infundibular,^  without  any  evidence  of  extension  either  from  the 
bronchioles  or  from  the  vessels  [see  XXVIII.  1 and  2,  XXXIV.  1),  and  these  in- 
fundibular intiltrations,  consisting  of  a small-celled  growth  in  the  walls  of  the  alveoli'^ 
and  alveolar  passages,  mingled  with  more  or  less  epithelial  proliferation  in  their  interior, 
may  be  found  side  by  side  with  lobulettes  or  acini  which  are  yet  unaffected.  Moreover, 
in  some  cases  a purely  alveolar  origin  may  be  traced  in  granulations  not  exceeding 
of  an  inch  in  diameter.® 

Sections  at  all  depths  through  an  apparently  single  granulation  show  that  it  is  made 
up  of  groups  of  alveoli,  the  walls  of  which  are  invaded  by  a small-celled  growth  with 
more  or  less  epithelial  proliferation  in  their  interior  ; the  latter  disappears,  as  has  been 
already  described,  before  the  advancing  neoplasm  [see  XXXIX.  1 to  5).  Traces  of 
alveolar  passages  and  bronchioles  may  be  seen  in  the  sections,  but  these  are  involved 
only  jjari  f>assu  with  the  alveolar  walls.  Ihe  composite  granulation  must  of  necessity 
assume  a racemose  or  trefoil  shape  from  implication  of  adjacent  alveoli,  infundibula,  and 
acini,  and  for  the  production  of  this  shape  it  is  not  necessary  to  assume  that  the  new 


Fig.  39.— Growth  surrouncling  and 
obliterating  vessel  of  lung.  ‘ The 
inflammation  develops  simul- 
taneously in  the  whole  circum- 
ference of  the  artery,  and  soon  sur- 
rounds it  with  a considerable  zone 
of  embryonal  tissue,  in  the  midst  of 
which  the  wall  ]iroper  has  entirely 
disappeared.  The  vasa  vasorum 
and  the  alveolar  capillaries  are 
attacked  in  their  turn,  so  that  a 
section  shows  the  vessel  in  the 
centre  of  a mass  of  sarcomatous 
tissue.  . . . The  figure  shows  this 
alteration.  The  vessels  are  injected 
with  Prussian  blue  ’ (Martin,  loc. 
cit.  13.  57). 


1 Martin,  Becli.  Anat.  Path.  Tubercule,  1878,  p.  58. 
Similar  changes  are  figured  by  Grancher,  Arch,  de 
Phys.  1878,  vol.  v.  pi.  iii.  tig.  1 ; pi.  vi.  fig.  2. 

Aufrecht  {Centra Ihtatt,  1869,  p.  433)  has  described 
a similar  central  opening  in  tubercles  of  the  omentum, 
which  he  regards  as  a section  of  a lymphatic  vessel. 

® Described  by  Cornil,  Lecons,  p.  59. 


* This  alveolar  growth  has  been  figured  by  Moxon, 
Path.  Soc.  Trans.  1872,  xxiii.  300. 

® Ziegler  {Herkunft  der  Tuherkelelemente,  p.  8)  has 
also  stated  that  the  smallest  miliary  tubercles  commence 
in  the  septa  of  the  alveoli,  where  they  form  circles  of 
induration. 
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oTOwth  lias  commenced  in  the  bronchioles.  I woidd  here  remark  also  that,  although  in 
all  gland-structures  inflammation  may  extend  from  the  duct  to  the  acini,  the  latter  are 
not  unfrequently  primarily  affected  ; and  under  nearly  all  other  conditions,  while  the 
affection  of  the  duct  often  remains  superficial,  that  of  the  gland-tissue  tends  to  become 
parenchymatous.^  I have  reinvestigated  (1881)  every  specimen  which  I possess,  in 
order  to  find  appearances  bearing  out  the  statement  of  llindfleisch  and  Charcot  as  to  the 
primary  seat  of  tuliercle  in  the  lung,  and  I must  confess  that  none  have  shown  any  traces 
of  an  origin  at  the  passage  of  the  bronchial  tube  into  the  infundiliula.  I cannot  there- 
fore but  believe  that  this  mode  of  origin  must  be  exceptional  and  rare.  Tubercles  tend 
to  form  at  the  periphery  of  the  lung,  under  the  pleura,  and  also  along  the  interlobular 
septa  {see  XXVIII.  5).  In  this  respect  also  all  the  extra-lobular  bronchi,  and  even 
some  of  the  intralobular,  stand  to  the  infundibula  in  the  relation  of  bases  on  whicli  the 
latter  rest,  and  hence  bronchi,  and  even  arteries,  may  occasionally  be  seen  surrounded  by 
groups  of  granulations  which  are  not  of  bronchial  but  of  alveolar  origind 

The  growth  of  the  alveolar  granulations  has  been  very  minutely  described  by  Klein, 
and  more  recently  by  Arnold.'^  Klein,  in  the  artificial  tubercle  of  the  rodentia,  found  that 
the  granulations  commenced  by  an  exudation  into  the  interior  of  the  alveoli,  followed  by 
epitlielial  proliferation,  wliile  in  the  walls  there  formed  a series  of  trabecula3,  filled  with 
lymphoid  cells,  out  of  which  a solid  reticular  or  cytogenic  tissue  developed.  The  trabe- 
cuhn  have  their  anatomical  origin  in  the  lymphatics  of  the  interalveolar  tissue  ; the 
reticulum  is  formed,  in  part  at  least,  from  their  endothelium  ; and  many  of  the  lymphoid 
cells  are  probably,  in  Klein’s  opinion,  emigrated  white  blood-corpuscles.  He  found  a 
similar  structure  in  most  cases  of  acute  tuberculosis  of  children,  and  he  gives  to  some  of 
these  granulations  the  name  of  a ‘ catarrhal  pneumonia.’  I think  tliis  term  is  best  avoided 
for  reasons  already  stated  {see  ‘ Catarrhal  Pneumonia’),  and  especially  Ijecause  the  impli- 
cation of  the  alveolar  wall  with  a solid  growth  is  not  the  ordinary  feature  of  a genuine 
catarrhal  pneumonia,  but  involves  a superadded  process  which  entirely  changes  its  cha- 
racter. In  some  cases  of  acute  tuberculosis,  the  nodules  may  be  apparently  entirely 
pneumonic  : I say  ‘ apparently  ’ because  they  are  also  at  once  destructive,  and  I shall 
have  hereafter  to  consider  the  nature  of  this  destructive  change. 

I have  already  described  the  epithelial  proliferation,  though  I confess  I am  disposed 
to  lay  less  stress  on  it  than  Klein  has  done,  as  a constant  element  in  this  process.  In 
some  of  the  smallest  microscopic  granulations,  involving  only  two  or  tliree  alveoli,  and 
Avhich  therefore  may  be  presumed  to  represent  an  early  stage,  tlieir  growth  may  be  seen 
to  take  place  almost  ah  initio,  without  enlarged  or  descpiamated  epithelial  cells  forming 
any  essential  part  of  the  process. 

Klein  has  most  perfectly  elucidated  tlie  origin  of  the  greater  part  of  the  small-celled 
growth.  Part  of  this,  however,  in  the  floor  of  the  alveoli,  has  appeared  to  me  to  arise 
from  the  nuclei  of  branching  cells  in  this  position,  and  another  part  is  preceded  by  a 
growth  of  fusiform  cells  wdiich  are  gradually  replaced  by  the  small  round  cells  {see  XXX. 
7 and  10  ; XXXI.  1,  2,  3,  and  4).  Another  part  arises  from  the  proliferation  of  the  nuclei 
of  the  capillaries,  whicli  Klein  has  confirmed  {see  XXX.  G and  10  ; XL.  6,  7,  and  8). 

From  the  alveoli,  the  small-celled  infiltration  extends  to  the  alveolar  passages  and 

‘ This  is,  I believe,  the  interpretation  of  Herarcl  and  perivascular,  the  vast  majority  of  tubercles  of  any  appre- 
Cornil’s  figures,  Fhthisie  Pulmoiiairc,  p.  110.  ciahle  size  in  this  organ  are  alveolar. 

Grancher  (Arch,  de  Fhys.  1st  ser.  1872,  iv.  (129)  says  Anat.  LymjAmUc  Tissue,  part  ii.  pp.  44-04. 

that,  although  analogy  might  lead  us  to  expect  that  the  ’ Virchow’s  Archiv,  vol.  Ixxxviii. 

seat  of  tubercle  in  tlie  lung  might  be  peribronchial  or 
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broncliioles,  tliickening  tlieir  walls.  The  interior  of  these  is  occupied  by  epithelial  pro- 
liferation ; the  cells  are  large,  and  tend  to  pass  into  amorphous  debris,  and  conjointly 
with  the  rest  to  form  part  of  the  general  mass  of  solidification. 

Interstitial  Gramdations. — The  occurrence  of  these  has  been  asserted  by  many  writers,^ 
but  apart  from  those  existing  in  the  peribronchial  and  perivascular  sheaths,  it  is  difficult 
to  prove  their  independent  existence,  since  tlie  alveolar  tissue  becomes  implicated  at  an 
early  period.  The  interstitial  tissue  between  the  ultimate  lobules  is  difficult  to  trace  in 
the  normal  lung,  and  also  in  cases  where  any  extended  change  has  taken  place  in  the 
alveolar  structures.  I am  disposed  to  believe,  however,  that  granulations  may  form  in  the 
interlobular  septa,  though  these  generally  participate  in  the  small-celled  growth  in  a more 
extended  form,  akin  to  an  infiltration. 


Histology  of  Infiltrations  and  Caseation. 


The  histology  of  the  infiltrations  of  phthisis  necessarily  includes  those  that  are  caseous, 
but  I shall  first  describe  infiltrations  that  have  not  assumed  this  character.  The  subject 
of  caseation  will  be  considered  both  as  affecting  all  the  forms  of  granulations  previously 
described,  and  also  as  occurring  in  a diffuse  form. 

The  minute  structure  of  these  infiltrations  will  be  considered  in  the  same  order  as 
was  ado])ted  in  the  description  of  their  naked-eye  appearances. 

(a)  lied  Hepatisation. — The  ordinary  red  hepatisation  met  with  in  phthisis  differs 
apparently  but  little  from  that  Vv^hich  occurs  as  an  independent  disease,  but  its  special 
liistoloo'ical  characters  have  not  received  much  attention. In  some  cases,  however,  a red 
hepatisation  (XII.  Case  23,  Lloyd),  which  passes  into  caseation,  corresponds  in  its  main 
characters  with  those  of  the  grey  hepatisation,  and  will  be  subsequently  described.  In 
other  instances,  while  still  maintaining  the  red  appearance,  it  may  pass  into  extensive 
tracts  of  fibroid  induration  (IV.  1,  Case  3,  Haudans),  which  also  will  be  considered  later. 
Frerichs  has  also  given  an  account  of  the  red  pneumonic  infiltration  that  attends  acute 
tuberculisation,  as  presenting  epithelioid  cells  similar  to  those  hereafter  to  be  described  in 
tubercle,  and  also  large  cells  practically  indistinguishable  from  giant-cells.^ 

(/>)  The  Gelatinous  Infiltration  of  Laennec  has  been  described  by  Xiemeyer  as  a 
‘ chronic  catarrhal  pneumonia,’  by  Buhl  as  one  of  the  varieties  of  the  condition  which 


' Grancher  {Arch,  de  Physiol.  2nd  ser.  v.  509)  has 
asserted  this  especially  for  aciite  tubercirlosis,  which  he 
considers  to  follow  the  com’se  of  the  lymphatic  tracts. 
See  also  Arnold,  Virchow’s  Arclviv,  vol.  Ixxxviii. 

- Herard  and  Cornil  (Phthisie  Puhnonaire)  describe 
it  as  differing  in  no  respect  from  the  exudation  of 
ordinary  acute  pneumonia.  Cornil  and  Eanvier  (Manuel 
PListol.  Pathologique,  1882,  2nd  ed.  xi.  166,  169)  describe 
a fibrinous  pneumonia  in  phthisis,  which  they  state  to 
be  as  frequent  as  the  ‘catarrhal’  form.  Green  (Paiho- 
logy  of  Consumgytion,  p.  36)  describes  the  pneumonia  of 
lihthisis  as  presenting  a fibrillated  coa^rlum  within  the 
alveoli,  precisely  similar  to  that  seen  in  acute  croupous 
pneumonia,  although  the  fibrillation  is  less  abundant  and 
less  distmct-  Small  arrd  large  cells  are  mmgled  in  this 
exudation,  but  in  some  cases  there  may  be  but  little 
epithelial  iiroliferation.  Delafield  {Studies  in  Pathologi- 
cal Anatomy,  p.  99)  describes,  in  acute  phthisis,  a red 
pneumonia  presenting  a fibrinous  exudation. 

® Frerichs,  Beitrdge  Lehre  Tuberculosis,  Marburg, 
1882,  p.  37. 

Niemeyer,  Vortrdge  uher  die  Limgensclnvind- 
suclit,  pp.  15,  16,  and  Spec.  Path.  u.  Thcrapie,  ed.  1868, 


pp.  235,  245.  Niemeyer  left  Laennec’s  ‘ grey  infiltration  ’ 
almost  undescribed.  I shall  allude  to  this  subject  here- 
after, and  attempt  to  show  that  the  ai)plication  of  the 
term  ‘ catarrhal  ’ to  this  form  of  infiltration  is  essentially 
incorrect.  The  term  ‘ catarrhal  ’ has  been  used  in  differ- 
ent senses  by  various  writers  on  phthisis,  as  applied  to  the 
consolidations  found.  Thus  Herard  and  Cornil  use  it  in 
reference  to  the  soft  gramdations,  and  apply  it  also  to  the 
gelatinous  infiltration  and  to  Laennec’s  grey  infiltration. 
They  term  these,  however,  ‘tuberculous  pneumonia,’ 
because  they  define  the  catarrhal  form  as  chiefly  charac- 
terised by  epithelial  proliferation ; loc.  cit.  jip.  129,  134 ; 
also  Herard,  Bull.  Congres  Internat.  de  Paris  1867. 
Euhle  (Ziemssen’s  Handbuch,  v.  § ii.  10  and  26)  rejects 
catarrh  as  a cause  of  phthisis.  I believe  that  it  will' best 
serve  the  interests  of  science  if  we  apply  the  term 
‘ catarrhal  pneumonia,’  to  that  which  originates  in 
catarrhal  causes.  Its  application  to  phthisis  is  purely 
hypothetical,  and  something  more  is  needed  to  convert 
a catarrhal  pneumonia  into  phthisis,  although  it  is  true, 
as  Cornil  and  Eanvier  have  remarked,  that  the  bronchia 
catarrh  conmon  in  phthisis  may  easily  cause  catarrha 
pneumonia  {Manuel  Histol.  Path.  2nd  ed.  1862,  xi.  166). 
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lie  termed  ‘genuine  desquamative  pneumonia,’^  and  by  Rindfleiscb^  as  a desquamative 
pneumonia  associated  ivith  oedema. 

It  is  mainly  characterised  by  the  filling  of  the  alveoli  by  an  amorphous,  finely  granular 
exudation,  in  which  only  a few  swollen  epithelial  cells  are  found  [see  XXXVIII.  2,  4). 
These  cells  may  be  very  large,  measuring  from  j-V'o  to  twoti  of  an  inch,  and  may  contain 
a single  nucleus  or  sometimes  two  or  three  nuclei.  They  may  also  swell  to  transparent 
holies,  apparently  undergoing  the  mucoid  transformation.  A few  blood-corpuscles  and 
pyoid  non-nucleated  cells  may  be  mingled  with  these  larger  cells.  The  exudation  in  the 
interior  of  the  alveoli  is  probably  albuminoid  in  character  ; at  least  no  appearances  of  a 
fibrinous  network  are  seen  in  it.  In  some  specimens,  when  the  alveoli  are  thus  occupied, 
it  would  appear  as  if  the  amorphous  matter  resulted  from  the  breaking  down  of  the 
epithelial-like  cells,  but  in  the  majority  of  instances  the  material  filling  the  alveoli  is  pro- 
bably exudation  of  the  albuminoid  or  possibly  mucoid  class. ^ The  Avails  of  the  alveoli 
are  rarely  thickenerl  in  the  typical  form,  and  in  some  instances  the  capillary  network 
is  still  preserved.  In  others,  however  (see  XXXVIII.  4),  a nuclear  growth  may  be 
observed  to  be  commencing  in  them,  and  probably  marks  a stage  of  transformation  to 
the  grey  infiltration. 

This  gelatinous  infiltration  is  commonly  diffuse,  but  in  some  cases  of  acute  tuber- 
culosis it  may  be  found  in  a lobular  form^  and  it  appears  to  ])ass  subsequently  into  the 
inflammatory  type  of  granulation,  in  AA  hich  epithelial  proliferation  blends  with  a small- 
celled  growth.  When  specimens  of  different  phthisical  lungs  are  examined  with  the 
microscope,  this  amor[)hous  filling  of  the  alveoli  is  foAind  to  be  not  uncommon.  It  exists 
in  both  the  acute  and  chronic  forms  of  the  disease,  but  ajApears  to  be  more  common  in  the 
former,  and  it  is  also  found  in  acute  tuberculosis. 

The  conditions  to  Avhich  it  is  due  are  uncertain.  It  is  believed  by  Rindfleisch  to  arise 
from  capillary  obstruction,  but  it  is  not  unlikely  that  its  peculiar  characters  are  due  to 
defective  blood-states,  since  it  occurs,  as  was  remarked  by  Rokitanski,  most  extensively 
during  the  terminal  stages  of  phthisis.  He,  however,  appears  to  regard  a colloid  change 
as  sometimes  resulting  from  epithelial  degeneration.^  Talma'’  believes  that  the  origin  of 
the  change  is  an  infiltration  of  the  s]>aces  of  the  peribronchial  and  interlobular  tissue  with 
granular  exudation  and  lymphoid  cells,  some  of  which  attain  the  size  of  epithelioid  cells, 
while  the  alveoli  are  simultaneously  filled  with  a gelatinous  exudation.  I have  not  seen 
this  as  clearly  as  has  been  described  by  him,  but  it  AA'ould  appear  probable  that  the 
implication  of  the  interstitial  tissue  is  the  origin  of  this  gelatinous  exiulation. 


' Buhl,  Lunrjenentziindung,  p.  71,  anil  Mittheil.  ans 
(lev  Path.  hist,  z/t  Miinchcn,  1B78,  see  also  ante,  p.  39.  The 
name  ‘ desipiamative  pneumonia,’  chosen  hy  Buhl,  has 
the  disadvantage  of  imperfectly  expressing  his  meaning. 
He  defined  it  as  ‘ parenchymatous,’  meaning  that  the 
walls  of  the  air-vesicles  are  implicated,  and  that  this 
distmguishes  it  from  the  ‘croupous’  variety.  (He 
denies  the  existence  of  a ‘ catarrhal  ’ pneumonia.)  The 
epithelial  changes  are,  in  his  opinion,  only  secondary 
to  those  in  the  wall,  although  so  far  characteristic  that 
they  continued  throughmrt  the  whole  process,  taiid  pus- 
corpuscles  wei’e  absent — points  of  distinction  from  the 
croupous  variety.  Caseation  and  indirration  occm’red  in 
conseqirence  of  this  parenchymatous  change,  and  miliary 
tubercle  was  only  a variety  of  the  disease.  I have 
endeavoured  to  show  that  the  epithelial  changes  are  not 
special  to  this  form.  (See  a.nte,  Acute  and  Catarrhal 
Pneumonia.)  Friedlander  (Virchow’s  Archiv,  Ixviii. 
341,345)  appears  to  define  ‘desipiamative  pneumonia’ 
as  the  filling  of  the  alveoli  with  large  cells,  and  ‘ catar- 


rhal pneumonia  ’ as  a similar  filling  with  small  cells. 
He  also  ajiplies  the  latter  term  to  the  inoculation-disease 
in  the  rabbit,  to  which  he  denies  a tubercular  character, 
liecause  giant-cells  are  not  found  in  it.  It  must  be  added 
that,  in  many  places,  little  or  no  epithelial  descpiamation 
is  to  be  found  in  the  gelatinous  infiltration. 

Eindfleisch,  Ziemssen’s  Ilandh.  Kran'k.  Eesp.- 
Ap}}.  ii.  ‘201.  He  describes  the  gelatinous  infiltration 
as  lobular  and  the  cedema  as  due  to  capillary  obstruc- 
tion. 

® Virchow  [Wiirzh.  Verhand.  i.  8 4)  found  in  it  much 
albumen,  and  material  akin  to  casein^ 

‘ Klein  (Hn«7.  Liimpltaiic  Sjjst  m,  ii.  72)  has  de- 
scribed some  of  the  early  stages  of  acute  tuberculosis  as 
presenting  nodules  filled  with  a fibriiious  exudation. 
This  differs  from  the  amorphous  material  which  I have 
observed. 

^ Path,  Anaf.  18C1,  p.  86. 

" Studicn.  iiher  LungenscJnvindsucht,  Utrecht,  1870, 
p.  30. 
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Caseous  spots,  as  Laennec  pointed  out,  are  found  in  the  midst  of  this  infiltration. 
Their  nature  and  origin  will  be  considered  hereafter. 

(c)  The  Grey  Infiltration,  as  stated  by  Laennec,  exists  in  two  forms,  the  diffuse  and 
the  lobular,  and  both  (also  as  described  by  him)  pass  into  caseation.  It  is  characterised 
by  three  chief  conditions,  viz.  (1)  by  filling  of  the  alveoli  with  epithelial  cells,  leucocytes, 
and  their  derivatives,  mingled  with  exudation  matter;  (2)  by  the  thickening  of  the 
walls  of  the  alveoli  with  a small-celled  growth  ; and  (3)  in  some  places  by  a destructive 
change,  akin  to  suppuration,  which  may  take  place  over  considerable  areas. 

(1)  Distension  of  the  alveoli. — The  exudation  into  the  interior  of  the  alveoli  seems 
to  be  frequently  of  a mucoid  or  albuminous  character  ; at  least  it  does  not  always 
fibrillate.  Fibrinous  exudation  has,  however,  l^een  observed  in  it  by  Herard  and 
Cornil.i 

The  epithelial  cells,  within  the  alveoli,  are  often  very  large,  measuring  yyVo?  tyV'o? 
and  even  yoV-o  inch,  and  containing  one  or  more  well-defined  nuclei.  They  may 

also  enlarge  to  ‘ pbysalides,’  or  into  large,  clear,  mucoid  bodies.  Large  tracts  may  be 
found  thus  occupied,  in  which  but  little  change  can  be  found  in  the  alveolar  walls,  and 
in  which  the  capillaries  are  still  pervious  {see  XXVI.  7,  Case  17,  Ellsom).  In  some 
cases  these  cells  appear  to  undergo  a granidar  disintegration,  but  it  seems  also  not 
improbable  that  they  may  persist  for  some  time  unchanged,  and  no  sign  of  caseous 
degeneration  occurs  in  parts  tlms  infiltrated  unless  otlier  processes  have  supervened. 
In  Other  parts  of  the  same  lung,  alveoli  may  be  found  filled  with  smaller  cells, 
varying  in  size  from  yyo'o  25V0  of  an  inch,  generally  with  a single  nucleus  and 

resembling  those  common  in  acute  pneumonia.  These  alveoli  may  also  have  their 
Avails  apparently  unchanged.  The  cells  are  imbedded  in  an  amorphous  exudation- 
matter.  Such  parts  tend  to  pass  into  changes  akin  to  suppuration.  The  majority 
of  the  purely  pneumonic  changes  in  phthisis  present,  however,  large  rather  than  small 
epithelioid  cells. 

The  diffuse  thickening  of  the  alveolar  walls  by  a small- celled  growth  was  figured  by 
Rokitanski,^  in  1861,  described  by  Forster,^  in  1863,  by  Meyer,"^  in  1864,  and  re-asserted 
by  Villemin,  in  1867.'’’  It  appears  to  me  to  be  one  of  the  most  important  and  charac- 
teristic features  in  phthisical  pneumonia,  and  to  be  the  main  condition  which  induces 
subsequent  caseation  or  induration  ; and  I cannot  but  believe  that  the  neglect  of 
this  change  has  been  the  cause  of  much  of  the  confusion  Avhich  has  existed  during  the 
last  twenty  years  on  the  subject  of  the  nature  of  phthisis.*"  In  spite  of  Villemin’s 
statements,  it  only  received  full  recognition  in  Germany  when  Buhl  called  attention  to 


’ PMldsie  Pulmonaire,  p.  135.  It  has  also  been  de- 
scribed as  occasionally  fibrinous  by  Thaon,  loc,  dt. 
p.  64.  It  is  described  by  Grancher  as  fibrinoid,  i.e. 
as  not  possessing  the  firmness  of  the  exudation  of  acute 
primary  pneumonia;  Archives  de  Physiol.  1878,  v.  30. 
Cornil  and  Eanvier  (Manuel  Histol.  Path.  2nd  ed.  1882, 
xi.  171)  appear  to  refer  the  ^'ey  infiltration  to  an  acute 
red  fibrinous  pneumonia  which  has  become  chronic,  a 
proposition  which  I think  doubtful. 

- Rokitanski,  Path.  Anat.  2nd  ed.  1801,  cxi.  80. 

® Forster,  Path.  Anat.  1803,  ii.  220-9. 

Ludwig  Meyer,  Virchow’s  Archiv,  xxx.  40.  He 
speaks  distinctly  of  this  as  a tubercular  infiltration. 

° Etudes  sur  la  Tnherculose,  1807,  p.  140.  It  is 
more  distinctly  stated  by  him  in  Bull.  Congres  Intern. 
Med.  de  Paris,  1807,  p.  01.  See  also  his  figures  of 
tubercle  in  the  kidney  and  testicle ; Du  Tubercule,  Paris, 
1801,  pi.  ii.  figs.  3 and  4. 


® The  reason  why  this  condition  has  been  so  much 
overlooked  has  been  the  tendency  to  attribute  the 
majority  of  the  caseations  in  the  lung  to  epithelial 
changes,  and  the  denial  by  Virchow  that  an  ‘ infiltration  ’ 
of  tubercle  occurred  in  the  lung,  though  he  admitted  it, 
by  confluence  of  granulations,  for  other  tissues.  See  his 
Kranhhafte  Geschwiilste,  ii.  000,  601,  644.  Herard 
and  Cornil  described  an  infiltration  of  the  alveolar  walls 
around  grey  granulations,  but  did  not  describe  it  as  an 
element  of  these  tuberculous  pneumonias  (loc.  cit.  pp. 
112-14).  Niemeyer  (Spec.  Path.  u.  Therapie,  1868,  i. 
265)  admitted  an  occasional  implication  of  the  alveolar 
wall,  but  only  as  a rare  event.  In  his  sense  the  de- 
struction of  the  lung  was  mamly  due  to  intra-alveolar 
changes.  In  1868  the  growth  was  described  in  the 
rodentia  by  Burdon-Sanderson  (Pep.  Med.  Off.  of  Privy 
Council)  and  by  myself  (Artificial  Production  of 
Tubercle).  See  also  Klein,  Lymphatic  Tissues.  In 
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it  under  the  name  of  ‘ desquamative  pneumonia.’  This  change  is  found  in  all  forms 
of  phthisis,  and  is  not  uncommon  in  the  diffuse  caseous  infiltrations  of  acute  tuber- 
culosis {see  XXVIII.  7).  It  occurs,  as  has  long  been  known,  around  all  forms  of 
tubercular  gu’anulations  ^ {see  XXXVIII.  4,  XXXI.  1,  m,  and  XXXI\ . 1).  Cornil 
and  Ranvier  have  stated  that  it  is  limited  to  the  neighbourhood  of  the  peribronchial 
and  perivascular  growths,^  but  I believe  that  it  exists  in  tracts  where  such  growths 
cannot  be  seen  in  an  isolated  form,  and  it  is  to  this  condition  that  I shall  now  specially 
refer.^ 

In  these  infiltrations  in  acute  tuberculosis,  the  change  is  found  as  a small-celled 
growth,  thickenmg  the  alveolar  walls  and  narrowing  their  cavities.  In  the  earlier  stages 
it  is  associated  with  cell-proliferation  into  the  interior  of  the  alveoli,  both  of  large 
epithelioid  cells  and  also  of  leucocytes  {see  XXX.  5 and  6).  The  small  round  cells  of 
the  growth  are  imbedded  in  a reticulum,"^  sometimes  transparent,  sometimes  more  or  less 
fibrillated  ; but  they  may,  in  places,  be  so  densely  crowded  that  no  reticulum  can  be  seen. 
The  alveoli  are  greatly  narrowed  by  the  growth,  and  this,  where  it  is  of  considerable 
duration,  tends  to  become  fibrillated  and  granular,  and  to  occupy  nearly  the  whole 
structure  of  the  lung,  while  the  cells  often  disappear  from  the  interior  of  the  vesicles 
(XXVIII.  9 and  10).  The  elastic  fibres  are  first  separated  by  the  growth,^  but  later  they 
disappear  from  view,  although  they  may  be  made  again  apparent  by  the  use  of  dilute 
solution  of  soda.^ 

Similar  changes  in  the  alveolar  wall  are  found  in  the  grey  infiltration  of  all  forms  of 
phthisis,  acute  and  chronic,  as  well  as  in  acute  tuberculosis.^  In  the  former,  as  well  as 
in  the  latter,  the  same  extreme  thickening  of  the  walls,  and  gradual  closure  of  the  lumen 
of  the  alveoli  by  the  growth,  may  be  observed®  {see  XXXVIII.  1).  It  surrounds  also 
the  bronchioles  and  alveolar  ])assages,  and  in  these  the  cubical  change  of  the  epithe- 
lium, described  by  Thaon,^  can  be  seen.'^'^  (XXXVIII.  6).  In  earlier  stages  the  growth 
may  be  observed  to  commence  with  a gradual  thickening  of  this  nature,  even  in  the 


1871  I stated  it  to  be  one  of  tlie  most  imiiortant  condi- 
tions of  phthisis  (Eeynolds’s  X/yst.  Med.  iii.  art.  ‘ Chronic 
Pneumonia,’  754).  Wagner  {Das  Lyvqjliadenom,  1871, 
pp.  29-42)  described  a diffused  gi'owth  in  the  lung, 
which  he  asserted  to  be  identical  with  miliary  tubercle. 
In  1872,  Grancher  (Archives  de  FhijsioJ.)  made  a 
similar  statement  which  he  has  subsequently  expanded 
more  fully.  (See  U7iite  de  hi  Phthisie,  These  de  Paris 
1873,  and  Archives  de  Physiol.  1878,  vol.  v.)  It  was 
observed  by  Aufrecht,  but  attributed  by  him  to  in- 
flammation, {Chronische  Broncho2Jneumo'nic,  1873).  The 
identity  of  the  ‘ infiltration  ’ with  the  granulation  has 
also  been  asserted  by  Thaon,  liech.  Anat.  Path,  de  la 
Tuhcrculose,  1873.  In  an  earlier  paper  he  had  de- 
Rcrilied  the  grey  infiltration  of  Laennec  as  consisting  of  a 
mass  of  miliai'y  granulations,  but  the  latter  as  filling 
the  interior  of  the  alveoh,  the  walls  of  which  remained 
entire  (see  Comp.  Pend.  Soc.  Biol.  1872).  The  same 
opinion  has  been  approved  by  Charcot  (Bcv.  Mens. 

1877,  pp.  42-5)  and  by  T.  H.  Green  (Path,  of  Consump. 

1878,  pp.  42-5).  Buhl’s  views  liave  been  more  or  less 
fully  adopted  I)y  Friedliinder  (Vnchow’s  Archiv,  Ixviii.) 
and  by  Pdndtleisch  (Ziemssen’s  Handhuch,  v.  195),  who 
asserts  that  it  is  the  mo.st  important  feature  of  the  infiltra- 
tion ; by  Arnold  (Virchow’s  Archiv,  vol.  Ixxxviii.)  and  by 
Eaumgarten  (‘  L.atentc  Tuberculose,’  Volkmann’s  Saiinn- 
hmg  kliit.  Vortrdgc,  No.  218,  1882),  who  has,  jiartly  on 
this  ground,  accejited  the  doctrine  of  the  unity  of  phthisis. 
The  thickening  of  the  alveolar  walls  has  also  been  de- 
scribed by  Talma,  under  tlie  name  of  a ‘ GranuLation- 
Pneunionie  ’ (Btiidicn  iihcr  Lmigcnschiuindsucht,  1879). 


See  also  Bollinger,  Arch.  exp.  Pathol.  1873,  i.  37G,  and 
Martin,  Bccli.  Anat.  Path,  sur  le  Tubercule,  1879. 

‘ Figured  by  Ilerard  and  Cornil,  Phthisie  Pulmo- 
7iaire,  pji.  112,  113  ; Thaon,  Anat.  Path,  de  la  Tuber- 
culose,  pi.  ii.  fig.  1 ; Martin,  Rech.  A7iat.  Path,  sur  le 
Tubercule,  1879,  figs.  1 and  2 ; She2)herd,  Puhnonaip  Con- 
sumgdion,  Gulstonian  Lectures,  pi.  i.  and  iii.;  Green, 
Patholo(j7j  of  Consumption,  18'78,  25-  1C-  See  also 

Charcot,  Revue  Mcnsuellc,  1877,  2>.  880. 

Ma.n.uel  Histol.  Path.  1882,  ii.  171. 

^ This  subject  will  be  considered  later. 

See  Wagner,  Tuberhcldhnl iches  Lij7nphadcno7n, 
1871,  p.  30;  Talma,  Studien  uber  LimtgenscJuvmdsucht, 
p.  37. 

^ Ludwig  Meyer,  Virchow’s  Archiv,  vol.  xxx. 

Grancher,  Archives  de  Physiol.  1872. 

’ Wagner  (Das  LyiiqAiadcnom,  p.  42)  described  the 
‘ non-miliary  diffuse  lym2ihadenoma  ’ as  especially  cha- 
i-acteristic  of  chronic  phthisis,  but  I believe  that  it  occurs 
e(2ually  in  all  forms. 

® A similar  appearance  is  figured  by  Martin  in  an 
artificially-excited  pneumonia ; Archives  de  Physiol. 
1880,  vol.  vii.  2d-  i-  fig-  1- 

® Thaon  describes  this  change  as  occurring  within  the 
alveoli,  and  he  is  confirmed  by  Martin,  Jfccfn  Anat.  Path. 
Tubercule,  2%  78;  see  also  Arnold,  Virchow’s  Archiv,  Bd. 
83,  p.  428. 

Ilindfleisch  (Lehrb.  p>ath.  Gejvebclchre,  5th  ed.  353) 
says  that  this  thickening  of  the  alveolar  septa  may  occur 
in  extensive  tracts  of  the  caseous  2>neumonia  of  children, 
without  desquamation  of  the  e2)ithelium. 
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presence  of  infiltration  (XXXVIII.  2 and  4),  when  the  first  stage  appears  to  he  the 
growth  of  fusiform  cells  in  the  alveolar  w^all,  which  gradually  passes  into  a round- 
celled  structure  (XXXVIII.  5).  In  a similar  manner  it  can  be  seen  extending 
indefinitely  around  nodules  both  of  induration  and  caseation  (XXXVI.  3 and  4 ; 
and  XL.  1 and  3),  while  in  others  it  occupies  the  tissue  intervening  betw-een 
the  small-celled  nodules  of  miliary  granulations  (XXXIX.  4 and  7).  In  all 

these  situations  giant-cells  are  found,  as  described  by  Wagner,  often  pigmented. 
They  are  mingled  with  the  growdh,  but  their  number  is  variable,  and  sometimes 
they  may  be  entirely  absent  through  considerable  areas.  The  growth  also  tends  to 
assume,  at  times,  a very  diffuse  form,  in  which  only  traces  of  the  alveolar  structure  are 
apparent,  since  the  vesicles  become  almost  entirely  filled  with  the  small-celled  formation 
(XXXVIII.  8,  XL.  2).  In  some  of  these  instances  (as  in  the  figures  last  referred  to) 
the  epithelial  cells  and  the  leucocytes  filling  the  alveoli  remain  long  unchanged,  and  occa- 
sionally the  granulations  may  grow,  in  a more  or  less  pedunculated  form,  into  the  cavity 
of  the  air- vesicles,  as  described  by  Charcot  and  Martin.^  {See  XXXVII.  7.)  In  some 
cases  of  this  nature  the  growth  may  be  nodular,  and  may  occupy  only  one  side  of  the 
alveolar  wall.  In  other  parts  and  instances,  a rapid  caseation  takes  place  in  the  in- 
terior of  the  alveoli,  and,  in  some  places,  appears  to  occur  in  the  small-celled  growth  that 
fills  them  (XXXVII.  6)  ; in  others  it  is  seen  in  the  exudation  of  epithelial  products 
(XXXIX.  2). 

It  remains  to  be  stated  that  in  some  places,  and  especially  in  acute  pneumonic  phthisis, 
this  thickening  of  the  alveolar  walls,  instead  of  being  firm  and  reticulated,  presents  an 
appearance  more  resembling  suppuration  ; the  cells  are  rather  large  and  more  irregular 
than  those  of  the  small-celled  growth,  and  they  are  nucleated,  the  nucleus  nearly  filling 
the  cell.  All  stages  of  transition  between  such  appearances  and  a reticulated  growth  may, 
however,  be  observed  in  the  same  specimen. 

Origin  and  nature  of  die  growdi. — By  a certain  number  of  writers  this  growth  is  styled 
‘ interstitial,’ ^ a term  which  is,  I think,  inaccurate.  The  growth  essentially  affects  the 
alveolar  wall  ; little,  if  any,  interstitial  tissue,  in  the  ordinary  sense  in  which  the  term 
is  employed,  can  be  traced  between  the  individual  alveoli  of  each  acinus.  Such  tissue  is 
only  recognisable  as  perilobular.  There  can  be  little  question  but  that  this  perilobular 
tissue  is  also  invaded,  but  the  main  effect  on  the  pulmonary  tissue  is  produced  by  means 
of  the  implication  of  the  alveoli.  The  growth  doubtless  extends  to  the  alveolar  passages 
and  bronchioles,^  and  involves  the  coats  of  the  vessels  in  these  situations.  It  leads  to 
the  occlus'on  of  the  capillaries  and  smaller  arteries,  while,  in  some  of  the  larger  vessels, 


^ Charcot,  Bevue  Mensuelle,  1877,  p.  880 ; Martin, 
Bech.  Anat.  Path.  Tuhercide,  p.  82.  Martin  speaks  of 
this  growth  as  a vascular  granulation  which  may  involve 
several  alveoli.  1 have  not  seen  vessels  in  them.  A 
growth  of  this  nature  is  figured  by  Cornil  and  Eanvier, 
Manuel  Histol.  Path.  1882,  ii.  150.  Delafield,  Studies  in 
Path.  Anat.  p.  95,  has  also  described  polypoid  growths 
extending  from  the  walls  into  the  interior  of  the  air- 
vesicles. 

Herard  and  Cornil,  Phthisie  Pidmonaire,  p.  123. 
‘ Cloisons  interlobitlaires  ’ ; Cornil  and  Eanvier,  Manuel 
Ptistol.  Path.  2nd  ed.  1882,  ii.  179;  Friedlander  {Unter- 
suchungen  chronische  Pneumonie,  Virchow’s  Archiv, 
1876,  Ixviii.  pp.  342,  355)  speaks  of  the  growth  as  being  in 
the  interstitial  tissue  (walls  of  bronchi  and  vessels),  but 
also  (p.  341)  he  speaks  of  it  as  occupying  the  alveolar 
walls.  Thaon  retains  the  term  ‘ interstitial,’  although 
he  applies  it  to  all  connective-tissue  growth,  whether 


affecting  the  bronchioles,  the  vessels,  or  the  alveolar 
walls,  Bech.  Anat.  Path.  Tuhercule,  p.  72.  Talma 
{St'udien  iiher  LimgenscJnvindsucht,  1879,  p.  41)  says 
that  it  begins  in  the  interstitial  tissue,  and  thence 
extends  to  the  alveolar  walls.  This  sequence  appears 
difficult  of  proof  as  a general  proposition,  although  un- 
doubtedly peribronchial  and  periarterial  gi’owth  may 
have  this  extension. 

® See  Wagner,  Das  Tuherkeldhnliche  Lymphade- 
nom.  I have  already  expressed  my  opinion  that,  as  a 
general  rule,  this  thickening  does  not  necessarily  com- 
mence with  the  bronchioles  in  the  granulation-form, 
and  I believe  that  this  statement  equally  applies  to  the 
diffirse  forms  of  small-celled  growth  affecting  the  pul- 
monaiy  tissue. 

Wagner ; Friedlander ; Buhl ; Martin  ; Talnia  ; 
Charcot.  Martin  has  laid  special  stress  on  this  implica- 
tion of  the  vessels. 
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thrombi  are  occasionally  founch^  It  is  to  the  arrest  of  the  circulation  thus  produced 
that  the  exsanguine  appearance  of  the  tissue,  as  well  as  its  liability  to  subsecpient 
caseation,  are  mainly  due. 

The  origin  of  the  growth  has  been  a matter  of  considerable  discussion.  Wagner, 
though  tracing  it  in  all  the  tissues  already  mentioned,  professed  himself  unable  to  pro- 
nounce positively  upon  this  point.  Martin  lays  great  stress  on  the  ‘ endo-arteritis,’  but 
in  some  parts  the  vessels  and  capillaries  remain  apparently  more  or  less  permeable  until 
the  growth  has  somewhat  advanced.  Talma  ascribes  its  origin  to  lymphoid  cells,  around 
which  a reticulum  subsequently  forms,  while  some  of  these  cells  undergo  a change  to 
epithelial  structures — an  opinion  closely  resembling  that  expressed  by  Addison, and 
repeated  by  Von  Waldenburg,^  that  tubercle  consists  of  emigrated  white  corpuscles. 
This  view  has  also  been  in  part  supported  by  Rindfleisch,  as  respects  the  development  of 
the  large  cells.‘^  It  cannot  be  denied  that,  in  the  present  aspect  of  the  pathology  of 
inflammation,  such  an  origin  is  possibly  attributable  to  some  of  these  cells.  It  must  be 
remarked,  however,  that  an  extensive  proliferation  of  the  nuclear  elements  of  the  alveolar 
w\all  occurs  in  these  growths,  as  shown  by  the  early  production  of  fusiform  cells,  and 
tliat  the  nuclei  of  the  capillaries  also  participate.  Klein  has  described  ^ it  in  the  rodentia 
as  consisting  of  an  excessive  development  of  the  interalveolar  tissue  into  an  almost 
uniform  reticulum  of  nucleated  cells,  with  very  numerous  and  finely-branching,  anasto- 
mosing processes — a structure  closely  resembling  an  early  lymphatic  growth,  and  I am 
disposed  to  believe  that  it  is  from  the  connective  tissue  of  the  alveolar  wall,  as  represent- 
ing a lymphatic  element,  that  the  growth  mainly  proceeds.®  In  this  sense  it  may 
represent  an  ‘endothelial  lymphatic  growth,’  as  has  been  said  by  Talma,  and  this  was 
originally  stated  by  Klebs  ^ to  be  the  origin  of  the  grey  granulation. 

Destructive  Changes. — I have  postponed  the  consideration  of  the  destructive 
changes  in  the  granulations  previously  descrilied  until  now,  because  it  has  appeared  to 
me  that  they  would  be  best  considered  in  relation  to  those  which  occur  in  the  more  ditfuse 
infiltrations,  and  because  great  differences  of  opinion  have  existed,  during  the  last  twenty 
years,  in  respect  to  their  nature  in  both  situations. 

Thev  occur  in  two  main  forms — as  caseation  and  as  an  acute  softening  which  is  akin 
to  suppuration  ; the  former  is  by  far  the  most  common. 

Caseation. — I shall  have  hereafter  to  discuss  certain  of  the  opinions  expressed  wu'th 
regard  to  this  change.  Some  of  them  have  become  widely  known,  and  they  may  be 
stated  briefly  to  have  originated  with  Virchow’s  observation  that  other  morbid  products 
than  tubercle  may  undergo  the  caseous  change.®  Almost  simultaneously,  Reinhardt  ^ 
stated  that  all  the  processes  of  phthisis  were  inflammatory,  including  the  grey  granulation, 
and  that  most  of  what  had  been  termed  crude  or  yellow  tuliercle  was  pus  inspissated  in 
the  terminal  bronchi.  Virchow,  recognising  the  difficulty  of  distinguishing  tubercle  from 
other  caseous  matters,  proposed  to  confine  the  term  to  the  grey  granulation,  and  regarded 


' Herard  and  Cornil,  Phthisie  Pulmonaire,  p.  138. 

^ Addison,  Healthy  and  Diseased  Structure,  p.  100. 

® Waldenbnrg,  Die  Tuberculose,  p.  414,  see  also 
Aufrecht,  Bro7icliopnoumonio,  Tuberculose  und 
Scliwmdsucht,  1873;  Martin,  Etudes  siir  la  Ttcher- 
culose,  pp.  15,  IG. 

Ziemssen’s  Handbuch,  ‘ Krankh.  Resp.  App.’  ii. 
193,  also  Die  Tuberculose,  Virchow’s  Archiv,  1881, 
Ixxxv.  76. 

Anatomy  of  the  Lymphatic  System,  iiart  ii.  p.  66. 

® Many  French  writers,  and  especially  Grancher  and 
Charcot,  give  this  tissue  the  term  ‘ conjunctive  embryo- 


ni(pie.’  Thaon  and  Martin  style  it  ‘ sarcomatous  ’ or 
‘ caseo-sarcomatoirs.’ 

’’  Virchow's  Archiv,  Bd.  44. 

® Wilrzhurg.  V erh andl wng C7i,  li.  72,  iii.  99,  and  ‘Die 
Entwickelungsgesehichte  des  Krebses.’  Virchow’s 
Archiv,  vol.  1.  Caseous  change  had  gradually  come  to 
be  regarded  as  almost  synonymous  with  tubercle,  and 
Virchow  showed  that  the  two  were  not  necessarily 
identical.  The  term  ‘ caseous  ’ appears  to  date  from 
Bonetus,  ‘ Sepulchretum,’  1700,  quoted  by  Peski,  Etudes 
Historiques  T uberculose  Pulmonaire,  1880,  p.  19. 

Charite-Annalcn,  1850,  vol.  i. 
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most  of  the  other  caseous  substances  in  the  lung,  especially  all  infiltrations,  as  the  result 
of  a caseous  pneumonia  either  miliary  or  diffuse,^  while  the  indurated  nodules  were  in  many 
instances  not  tubercular  but  due  to  a peribronchitis.^  Virchow  insisted  on  the  caseation 
of  the  granulation,  but  stated  that  after  this  change  its  origin  was  incapable  of  recognition, 
and  the  nature  of  some  changes  could  only  be  determined  from  the  co-existence  of  other 
recent  tubercular  granulations  in  their  neighbourhood.^  Virchow,  as  is  well  known, 
placed  the  seat  of  tubercle  in  the  interstitial  or  connective  tissue,  and  also  in  the  bronchial 
and  arterial  walls.  He  denied  its  alveolar  situation,  and,  refusing  to  regard  tubercle  as 
an  infiltration,  he  does  not  appear  to  have  recognised  a growth  in  the  alveolar  wall.'‘ 

Nature  of  the  caseous  change. — Engel  and  Reinhardt  attributed  it  chiefly  to  the  inspis- 
sation  of  inflammatory  products  with  loss  of  water  ; ^ Virchow,  to  the  fatty  degenera- 
tion of  such  2)i*oducts,  with  shrivelling  of  the  cells  and  necrosis  of  the  tissue,  due  to 
arrest  of  the  circulation.®  The  necrosis  has  been,  until  recently,  too  much  left  out  of 
sight  in  the  consideration  of  this  process,^  and  an  almost  undue  prominence  has  been 
given  to  the  fatty  degeneration,  since,  as  Engel  remarked,  the  yellow  matter  consists  in 
greater  part  of  protein  material  akin  to  casein  (Preuss),  and  contains  only  a small 
proportion  of  fat.®  In  many  cases  no  distinct  fat-drops  can  be  seen,  and  only  a fine 
molecular  disintegration  is  observable  {see  XXXI.  3,  7). 

Recent  observations  have  shown  that  the  degenerative  change  thus  undergone  by 
tubercle  is  of  a more  complex  nature,  and  has  analogies  with  various  forms  of  degeneration 
occurring  under  other  pathological  conditions,  which  have  been  termed  by  different  observers 
‘ hyaline,’  ® ‘ vitreous,’  or  ‘ waxy.’  Grancher  describes  it  as  chiefly  affecting  the  epithe- 
lial cells,  which  present  enlargement  of  their  nuclei,  acquire  a glistening  aspect  and  become 
brittle,  as  shown  by  fissures.  In  some  cases  the  wax-like  substance  forms  globules, 
which  stain  with  osmic  acid  but  not  with  carmine,  and  which  therefore  Grancher  believes 
to  be  of  a fatty  nature,  though  differing  from  the  ordinary  appearances  of  fiit-drops.  It 
has  been  described  in  similar  terms  by  Gombault,  as  affecting  the  giant-cells  of  tubercle.'^ 


’ Wien.  mcd.  Wochensc.hr. ; ‘ Cellular-Pathologie  ’ ed. 
1858,  pp.  162,  419  et  seq. ; Krankhafte  Geschwiilste, 
ii.  600;  ‘miliare  kasige  Pneumonie  ’ ib.  p.  601.  He 
terms  these  a scrofulous  broncho-pneumonia,  and  says 
they  may  be  associated  with  tubercles. 

^ Krankhafte  GeschiviUste,  ii.  634. 

® Ih.  ii.  640.  This  refers  especially  to  the  fibrous 
tubercle. 

See  Verhand.  Berliner  med.  Gesellsch.  1865,  i.  267. 
He  says  that  the  only  condition  in  which  this  can  occur 
is  in  a lung  thickened  by  previous  chronic  pneumonia, 
and  with  this  exception  there  is  no  form  which  can 
lightly  be  called  a tubercular  infiltration,  m which 
truly  demonstrable  tubercle  is  deposited  in  the  alveolar 
tissue  of  the  lung. 

^ Engel,  Zeitsch.  der  Gesellsch.  der  Aerzie  zu  Wien, 
1844,  vol.  i. ; Pieinhardt,  Charite -Annalen,  1850,  i.  368-9. 

Virchow,  Verhand.  phys.-med.  Gesellschaft  zu 
Wurzburg,  1850,  i.  85  ; 1852,  ii.  73. 

’ Thus  Waldenburg  (Die  Tuberculose,  1869,  p.  164) 
wTote  of  this  thickened  caseous  matter  as  ‘ thickened  pus.’ 

® hoc.  cit.  p.  357.  In  a later  work  he  speaks  of  fatty 
degeneration  and  tuberculisation,  ‘ Fettmetamorphose 
Oder  Tuberculosewerden  ’ (Prayer  Vierteljahrsch.  1855, 
xlv.  27). 

® This  change  is  probably  the  same  as  that  figured  by 
Piokitanski  as  a ‘ colloid  ’ or  ‘ amyloid  ’ transformation  in 
the  interior  of  the  alveoli.  (Path.  Anat.  1862,  hi.  86.) 
It  was  mentioned  by  Villemin  (Cong.  Med.  Internal,  de 
Paris,  1877)  who  describes  the  cells  as  becoming  glisten- 
ing, and  at  the  same  time  shrivelled  as  if  dried,  and  he 
attributes  to  Kuss  a similar  observation  rmder  the  title  of 


‘ mummification  ’ The  latter  author  is  inaccessible  to  me. 
Two  papers  by  him  are  quoted  by  Herard  and  Cornil  from 
the  Gazette  Mediccde  de  Strasbourg,  1847  and  1855.  It 
is  mentioned  by  Kanvier  in  the  bones.  He  describes  the 
tissue  before  caseation  as  becoming  translucent,  and  the 
cells  shrivel  and  fuse  together  ; Arch.  Physiol.  Normale 
et  Path.  1868,  i.  95.  An  historical  account  of  it  is  given 
by  Vallat  (Virchow’s  Archiv,  1882,  vol.  Ixxxix.)  and  he 
ascribes  to  Schiippel  (Lymphdriisen-Tuberculose,  1871, 
pp.  46,  77)  an  early  observation  of  the  same  character, 
llindtleisch  (Berlin,  med.  Wochenschrift,  1873,  p.  68) 
describes  the  cells  as  transiiarent  and  glassy.  Buhl 
(Bungenentzxindung,  p.  59)  described  a waxy  change  in 
the  tissue  and  its  vessels.  See  also  Handbuch  path. 
Gewebelehre.  ed.  1878,  p.  348.  The  term  ‘ hyaline  ’ is 
employed  by  Hering  (Studien  iiber  Tuberculose,  Berlin, 
1873,  p.  83),  and  it  was  brought  into  more  common  use 
by  Eecklinghausen  in  1879  (Tageblatt  52ste  Versaxnm- 
lung  Deutsch.  Naturforscher  u.  Aerzte,  Baden-Baden), 
and  it  has  since  been  adopted  by  Arnold  and  Vallat. 

The  term  vitreous,  as  far  as  I can  discover,  first 
aj^pears  in  a paper  by  Charcot ; he  calls  it  ‘ mortification 
vitreuse  ’ (Bev.  Mensuelle,  1877,  pp.  877,  886.)  A fuller 
account  of  the  change  is  given  by  Grancher  (Archives  de 
Physiol.  1878,  pp.  19,  33.)  He  claims  priority  for  its 
employment  in  the  Compxtes  liendus  Soc.  Biol.  1877, 
and  Vallat  attributes  it  to  him  in  the  Comp>tes  liendus 
Soc.  Biol.  1872,  but  I cannot  find  a description  of  this 
appearance'  in  either  of  the  paj)ers  by  Grancher  in  these 
volumes. 

“ Grancher,  Arch,  de  Phys.  1878,  v.  33. 

Comptes  Benclus  Soc.  Biol.  1878,  p.  281. 
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Arnold  lias  also  observed  it,  both  in  the  oiant-cells  and  in  the  epithelioid  cells  of  tubercle 
of  the  lungd 

As  regards  the  frecjuency  of  this  hyaline  or  vitreous  change,  there  is  some  discrepancy 
of  statement.  Grancher  regards  it  as  almost  a necessary  condition  of  all  caseations  of 
the  tubercular  or  scrofulous  nature,  though  less  apparent  in  the  smaller  granulations.^ 
Yallat  found  it  only  occasionally  in  granulations  in  the  lung,  but  with  greater  frequency 
in  other  organs,  in  some  of  which,  but  especially  in  the  spleen,  it  may  apjiear  in  the 
so- called  caseous  pneumonia,  independently  of  the  presence  of  granulations.^  On  the 
other  hand,  Arnold  found  it  most  frequently  in  the  disseminated  nodules.  The  origin 
of  the  change  has  lieen  ascribed  by  Rindfleisch  to  an  escape  of  the  protoplasm  of  the 
cells.  Grancher  describes  it  as  a direct  result  of  cell-transformation  ; a conclusion  which 
is  doubted  by  Yallat,  though  it  appears  to  be  coiiitirmed  by  Gombault  and  Arnold.  The 
tendency  is  to  commence  in  the  centre  of  the  granulations  (Yallat),  although,  as  it  speedily 
passes  into  caseous  degeneration,  this  latter  condition  is  often  found  centrally,  sur- 
rounded by  a zone  of  hyaline  material."^  In  some  places,  as  in  the  brain,  it  ahects 
chiefly  the  reticulum,  but  it  invades  all  other  cell-forms  of  tubercle,  and  also  those  which 
thicken  the  alveolar  wall  (Yallat). 

Yallat,  following  Langhans,  regards  this  material  as  fibrinous  and  as  being  probably 
an  exudation  from  the  vessels,  which  undero’o  a similar  des'eneration.  It  bears  a close 
resemblance,  as  was  ]ioted  by  Schiippel,  to  the  reticulum  of  diphtheria,  and  also  to  the 
waxy  degeneration  of  muscles,^  and  to  the  amyloid  and  lardaceous  change,  from  which 
latter  it  is  distinguished,  hoAvever,  by  not  colouring  so  intensely  with  iodine.'' 

It  is  evident,  from  numerous  observations,  that  this  material  subsequently  undergoes 
the  granular  caseous  degeneration,  but  there  remains  strong  ground  for  doubt  Avhether 
it  is  a necessary  antecedent  of  ihis  degeneration,  inasmuch  as  it  is  not  observed  in  the 
ulcerative  forms  of  phthisis  (Yallat),  and  extensive  pulmonary  caseation  has  been  observed 
by  Leyden  without  its  appearance.^ 

The  whole  group  of  caseations  has  been  classified  by  Weigert  under  the  term,  intro- 
duced by  Cohnheim,®  of  ‘ coagulations-necrosis,’  a process  that  Weigert  and  Cohnheim  re- 
gard as  having,  in  tubercle,  a specific  origin.^  The  tendency  of  recent  research  is  to  show 
that  the  whole  of  this  group  of  degenerative  processes  requires  further  investigation  ; 
although  some  features  are  common  • to  all,  yet  further  differences,  both  in  the  chemical 
processes  and  in  the  nature  of  the  clianges  undergone  1 >y  the  tissues,  will  probably  be  here- 
after ascertained.  It  is  evident  tliat  the  classification  together  of  such  processes  as  small- 
pox, diphtheria,^'^  simple  fibrinous  exudations,  the  degeneration  of  muscles  in  fever,  infarcta. 


’ Virchow’s  Arcliiv,  vol.  Ixxxviii. 

^ Diet.  Encycl.  des  Sciences  Medicalcs,  art.  ‘ Scro- 
fule,’  3rd  ser.  viii.  308.  Kindfleisch,  loc.  cit.,  also  appears 
to  E2‘>eak  of  it  as  constant. 

“ Tims  Vallat  found  it  in  one-half  of  his  cases  of 
splenic  tubercle.  In  other  organs  he  found  it  in  the 
following  proportions  : — serous  membranes,  twice  in  ten 
cases ; liver,  five  times  in  twenty  cases ; kidney,  twice 
in  twenty  cases,  and  never  in  the  latter  in  connexion  with 
miliary  tubercles,  but  only  with  diffuse  caseation.  In 
twenty-five  cases  of  the  lungs  he  only  found  it  with  difii- 
culty  in  isolated  spots,  ‘ hie  und  da.’  He  cites  Arnold 
(Virchow’s  Archiv,  vol.  Ixxxvii.)  as  having  found  it  in 
thirty-eight  out  of  ninety  cases  of  tubercle  of  the  lym- 
jihatic  glands.  It  may  lie  noted  that  Vallat  found  it  in 
two  out  of  three  cases  of  guminata. 

Kindfleisch,  Lchrhuch,  ed.  1878,  348. 

^ Kindfleisch,  loc.  cit. 

® Kindfleisch,  loc.  cit.  Vallat,  loc.  cit.,  [i.  2l3.  He 


states  that,  in  some  cases  of  sago-spileen,  tubercle  under- 
going this  change  may  be‘ found  side  by  side  with  nodules 
of  amyloid  degeneration.  Schiippel,  however  (Lymph- 
drii.^ten-Tuljerculose,  2>-  19),  describes  the  giant-cells  as 
staining  deeply  with  iodine,  but  not  coloured  by  the  sub- 
sequent addition  of  sulphuric  acid.  It  may  be  recalled 
that  Dickinson  described  the  lardaceous  degeneration  as 
a de-alkalised  fibrin.  (Med.-Chir.  Trans.  1867,  1.  53.) 

" Leyden,  Zeitsch.  Jdin.  Alcd.  1882,  iv.  298  et  seq. 

® Vorlcsimgen  allg.  Pathologie,  pp.  452,  458,  471, 
616. 

Weigert,  Virchow’s  Archiv,  1879,  Ixxvii.  272. 
Cohnheim,  loc.  cit.  616. 

'''  It  may  be  remembered  that  Buhl  wrote  of  caseat- 
ing  (or  ‘ tuberculising ’)  pneumonia  as  akin  to,  if  not 
identical  with,  diphtheria.  (Henle  and  Kfeuffer’s  Zcitschr. 
3rd  ser.  1857,  viii.  57.  See  also  Lungenentziindung, 
p.  74.) 


112 


PlITIIISTS 


and  the  caseation  of  tubercle,  can  only  be  provisional  ; they  must  be  due  to  different  con- 
ditions of  arrest  of  vitality,  differences  which  are  fully  recognised  by  the  talented  workers 
who  have  commenced  these  observations,  though  the  detailed  discussion  of  the  variations 
observed  Avould  be  unsuitable  to  this  placed 

As  regards  the  changes  in  tubercle,  one  feature  stands  out  prominently  from  recent 
observations,  viz. ; that  its  caseation  is  due  largely,  if  not  entirely,  to  arrest  of  the  circula- 
tion, Avhich,  though  noticed  by  Schroder  van  der  Kolk,-  has  only  of  late  received  the 
attention  which  it  deserved.^  The  caseation  is  not  due,  as  was  believed  by  Niemeyer  and 
others,  to  the  simple  accumulation  of  inflammatory  products.^  In  a few  cases  it  may 
possibly  be  caused  by  the  pressure  of  these  products  on  the  capillaries,^  but  in  the 
majority  it  is  OAving  either,  as  was  formerly  believed,  to  eoagula  within  the  pulmonary 
vessels  or  more  commonl}^  to  cell-groAvth  closing  their  cavity  (which  has  received  the 
name  of  ‘ endarteritis  ’ '')  and  possibly  also  to  simple  degeneration  of  their  AAmlls  of  the 
so-called  ‘ hyaline  ’ type.^ 

It  has  been  shoAAUi  conclusively  by  kitten’s  experiments  that  a partial  or  temporary 
arrest  of  the  circulation  can  give  rise  to  a fibrinous  coagulable  exudation  into  the  cell- 
elements  of  the  tissue,  folloAved  by  a necrobiosis  in  Avhich  the  nuclei  disappear  or  become 
incapable  of  receiving  certain  colouring  matters,  and  through  which  the  AA'hole  tissue 
acquires  a hyaline  or  vitreous  aspect,  later  changing  to  an  opaque  and  caseous  appearance. 
He  has  also  shown  that  parts  in  Avhich  the  circulation  has  been  entirely  cut  off  die,  but 


^ See  especially  AVeigert’s  papers,  A^irchow’s  Arcliiv, 
vols.  Ixx.  Ixxii.  Ixxvii ; also  Cohnheim,  loc.cit.\  Vallat, 
loc.  cit. ; Keumann,  Archiv  fiir  mik.  Anat.  vol.  xviii. 
It  may  be  remarked  that  a ‘ hyaline  ’ degeneration  was 
observed  in  cancroid  by  Kdster  (Ahrchow’s  Arcliiv,  1867, 
xl.  486).  See  also  AVeigert,  Hyaline  Eniartung  der 
Lymgdulriisen,  A^irchow’s  Arcliiv,  1879,  vol.  Ixxviii.  He 
regards  this  change  as  not  pecidiar  to  any  one  disease, 
but  as  common  to  many  conditions  of  dyscrasia. 

^ Schroder  van  der  Kolk,  Ohs.  Anat.  Path.  1826,  pp. 
66,  77. 

® Some  of  the  authors  who  referred  the  formation  of 
tubercle  to  the  walls  of  the  capillaries,  did  not  speak  of 
this  as  the  cause  of  caseation.  Eef,  Charcot,  liev. 
Mensuelle,  1879,  p.  907. 

* Many  authors  have  spoken  of  caseation  as  due 
solely  to  the  mutual  pressure  of  the  cells.  Cf.  Niemeyer 
Klin.  Vortrdge,  pp.  15-17,  who,  however,  admits  that 
in  some  cases  it  may  be  due  to  invasion  by  cell-growth  of 
the  alveolar  walls,  ih.  p.  18.  Caseation  by  cell-pressure 
was  asserted  by  Paihle,  Ziemssen’s  Handbuch,  vol.  v. 
ahth.  ii.  ]).  13 ; also  in  part  by  Schroder  van  der  Kolk, 
Niedcrland  Lancet,  1852  (Canstatt’s  Jalvrcsbericlit,  and 
Lrit.  and  For.  Med.-Cliir.  Bev.  1853).  Kindlleisch,  in 
the  first  edition  of  his  Lelirhucli,  attributed  it  to  mutual 
cell-pressm-e  ; see  pages  331-37.  In  his  later  writings  he 
attributes  it,  in  part,  to  peculiar  products  of  scrofula,  in 
part  to  pressure  on  the  vessels  (Lelirhucli,  1878,  pp.  85-0, 
353  ; also  Ziemssen’s  Handbucli,  v.  153  J95).  Though  he 
recognises  the  influence  of  this  invasion  in  the  produc- 
tion of  haemorrhage,  he  speaks  of  it  only  doubtfully  as  a 
cause  of  caseation ; ih.  pp.  200,  203 ; see  also  Berliner 
klin.  IFoc/i.' 1878.  Alutual  cell-pressure  is  recognised  by 
Cornil  and  Eanvier  as  a cause,  but  combined  with  the 
obliteration  of  vessels,  Manuel  Hist.  Path.  1882,  ii.  149  ; 
ih.  i.  136. 

= Virchow,  Cellular  Patliologie,  1858,  p.  423,  and  by 
Friedliinder,  A^irchow’s  Archiv,  Ixviii.  351. 

The  direct  causation  of  tubercle  by  obstruction  of 
the  vessels,  owing  to  eoagula  or  cell-accumulation  in 
the  interior  and  aided  bj^  an  abnormally  small  size  of  the 
pulmonary  capillaries,  was  asserted  by  Campbell  in  1841 
{Ohservatidns  on  Tuherciilar  Consumgjtion,  p.  156),  and 
by  Henle  (Batlonclle  Patliologie,  1847,  ii.  791-5). 


Coagula  were  found  in  the  pulmonary  arteries  by  Herard 
and  Cornil  (Plithisie  Puhnon.  1867),  but  they  do  not 
ascribe  caseation  to  this  cause.  Cornil  {Arch,  de  Pliys. 
1868,  i.  102)  has  recognised  it  in  numerous  situations. 
Cf.  also  Cornil  and  Eanvier,  previous  note. 

' Cf.  Schroder  van  der  Kolk,  previous  note.  Forster 
{Path.  Anat.  1863,  ii.  ji.  227)  distinctly  ascribed  casea- 
tion to  invasion  of  the  vascular  wall  by  the  tuberciflar 
growth.  Bastian  {Edinh.  Med.  Journ.  1867)  ascribed 
the  central  softening  of  the  brain  in  tubercular  meiringitis 
to  the  tubercular  growth  in  the  walls  of  the  meningeal 
arteries.  In  the  lungs  and  other  parts,  this  was  recog- 
nised as  a cause  of  caseation  by  Ahllemin  (see  Cong, 
Internat.  Med.  de  Paris,  1867,  and  Etudes  sur  la  Tuher- 
C’ulose,  1868,  pp.  141,  150,  161).  Colberg  {Deutsch.  Anat. 
klin.  Med,  1867,  vol.  ii.)  attributed  it  to  the  invasion  of  the 
capillaries,  although  in  the  diffuse  form  he  ascribed  it  to 
cell-pressure,  see  pp.  470,  474-5.  Tubercular  growth  in 
the  walls  of  the  vessels  was  regarded  as  the  cause  of 
caseation  in  bones  by  Eanvier.  Afcli,  de  Pliys.  1868,  i. 
94,  and  also  by  Cornil,  ih.  p.  102,  also  Cong.  Liternat. 
de  Paris,  1867,  p.  100.  Cf.  also  Buhl,  Lungenentziindung 
p.  72;  Thaon,  Bech.sur  le  Tubercule,]).  42;  Fox,  Trans. 
Path.  Soc.  1873,  vol.  xxii. ; Martin,  Bech.  sur  le  Tuber- 
cnle,  1879,  pp.  50,  67,  84,  89  ; also  Mem.  Laboratoire 
cVHistologie  de  France,  1880,  p.  195.  The  latter  also 
states  (ih.  p.  191)  that  caseation  from  this  cause  is  the 
link  between  all  varieties  of  tubercle  and  that  the  casea- 
tion is  due  to  endarteritis.  Eef.  also  to  Levy,  Arch,  der 
Heilkunde,  1877,  vol.  xyhi,  (diffitse  form)  ; Talma, 
Studicn  iiber  Lungenschwindsuclit,  Utrecht,  1879,  pp. 
43-5.  Orth,  A'irchow’s  Archiv,  1879,  Ixxvi.  229  (diffuse 
form)  ; Cohnheim,  Vorlesungen,  ii.  616 ; Leyden,  Zeitscli, 
klin.  Med.  1882,  iv.  298  et  seq  (diffuse  form).  Delafield 
{Studies  in  Path,  Anat.-^-^.  109-10)  regards  ‘eoagula- 
tions-pecrosis,’  affectmg  large  areas,  as  due  to  obstruc- 
tion of  the  pulmonary  artery',  but  as  differing  from  the 
cheesy  change  in  tubercle. 

® A^allat,  loc.  cit. ; Buhl,  Lungenentziindung,  p.  59. 
In  the  testicle,  see  AA’^aldstein,  Virchow’s  Archiv,  Ixxv. 
408.  Eadcliffe  Hall,  Birt,  and  Fox  {Med.-Chir.  Bev. 
1855,  vol.  xvi.)  described  fatty  degeneration  of  the 
pulmonary  arteries  as  the  cause  of  htemoptysis. 
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retain  their  nuclei.^  It  would  appear  not  improbable  that  both  these  forms  of  change 
may  go  on  at  dilferent  rates  and  at  different  times  in  tubercular  formations,  and  that 
the  variations  in  aspect  may  thus  be  accounted  for — especially  the  tact  that  in  many 
tracts  of  caseation  there  is  no  hyaline  appearance  and  the  nuclei  ])ersist,  though  in  a 
shrivelled  form  and  with  a loss  of  their  power  of  imbibing  colouring  matter.^ 

The  main  fact  tvhicli  requires  recognition  is  that  this  cliange  is  a true  necrosis,  and 
affects  the  intercellular  substance  as  well  as  the  cells  and  nuclei,^  and  fatty  degeneration 
is  only  one  of  its  phases,  and  is  not  its  most  essential  feature.  These  conditions  are  more 
[)rominent  in  tubercle  than  in  au}^  other  pathological  product,  and  the  caseous  process  is 
common  to  the  whole  series  of  phthisical  changes,  and  is  that  by  which  the  destruction  of 
the  liing-tissne  is  most  frequently  induced.^  . 

1 shall  now  consider  the  anatomical  conditions  in  which  it  most  frequently  occurs. 

(a)  In  acute  tuberculosis. — (a)  The  tjipical  gretj  granulation  Tindergoes  a molecular  dis- 
integration, commencing  in  the  centre,  exactly  as  was  descriljed  by  ^Trchow  [see  ! bates 
XXX.  1 ; XL  I.  G).  The  change  affects  both  the  cells  and  the  intercellular  suf)stance, 
and  tlie  result  is  an  almost  amorphous  ])rodnct,  yellow  to  the  naked  eye  and  granular  under 
the  microsco[)e,  in  which  no  farther  traces  of  structure  are  discernible.  I must,  however, 
)-c]‘>eat  here  that  many  of  these  granulations  become  fibrous  rather  than  caseous,  though 
the  two  conditions  may  be  combined,  and  the  granular  disintegration  may  be  seen  extend- 
ing into  the  thickened  reticulum  (XXXI.  2,  8).  In  some  granulations  also,  though  the 
cells  have  jjerished,  traces  of  the  reticulum  still  remain  {see  XXXII.  7,  a ; XXXV.  4). 
It  must  further  be  remarked  that  in  the  larynx,  as  descrilied  by  Virchow,  the  grey 
granulation  may  possibly  break-down  without  undergoing  caseation.^ 

(b)  In  granulations  containing  giant-cells  the  caseous  change  may  appear  in  these 
structures,  as  stated  fjy  Langhans,  in  the  form  of  fat-drops,  but  as  Sclnq)pel  oltserved, 
the  giant-cells  may  long  resist  the  caseous  change,*^’  and  those  at  the  margins  of  a caseous 
mass  otten  show  little  but  atrophy  and  ])igmentation  {see  XXX II.  7).  In  some,  liowever, 
there  are  indications  that  it  commences  in  them  (XXXI.  2),  and  Gombault,  moreover, 
as  already  stated,  has  seen  them  becoming  ‘ vitreous.’  In  other  respects  the  later  stages 
of  caseation  in  these  granulations  resemble  those  described  in  granulations  in  which  giant- 
cells  are  altsent. 

(c)  The  soft  epitlielioid  granulations  {WY.  3,  4 ; XXXYll.  5 ; XXXVIII.  7)  which 
contain  a variable  amount  of  small-celled  growth  in  the  alveolar  wall  {see  XXVII.  2,  7 ; 
XL.  1),  and  which  also  sometimes  contain  giant-cells,  caseate  from  their  centre  to  the 
peripliery.  The  change  does  not  apparently  commence  in  the  e})ithelial  cells  alone, 
tliough  these  fuse  into  an  amor|)hous  debris  ; it  a])pears  ratlier  to  commence  in  the 
smaller  cells  {see  XXX.  3).  The  final  result  of  the  caseation  of  most  nodules  of  tin 
description  is  to  form  a tibrillated  granular  nodule  like  XX^"IIL  8 ; XXXAbll.  3 ; 


' Litteii,  Untersiich.  ilher  den  hdmorrhagisclieyi 
Infarct,  Berlin,  18711.  He  has  found  that  such  parts  of 
tlie  kidney  are  also  specially  given  to  take  uji  lime-salts. 
Weigert  has  shown  that  if  a fresh  portion  of  tissue  he 
inserted  into  the  abdomen  of  another  animal,  its  cells 
and  nuedei  are  preserved,  but  if  it  he  first  killed  hy 
iminersif)!!  in  alcohol,  the  cells  and  nuclei  disappear — a 
result  wliich  Weigert  attributes  to  the  action  on  them  of 
iibrin.  See  Virchow’s  Archiv,  Ixx.  488,  and  Ixxix.  UD. 

- See  Baumgarten,  Virchow’s  Archiv,  Ixxxvii.  47 
et  seq. ; Vallat  (iJnd.  Ixxxix.  224,  22b)  has  noticed  this 
abundance  of  nuclei  in  caseous  masses.  As  they  are  not 
visible  in  the  hyaline  change,  he  doubts  whence  they 


come  wdien  the  latter  is  transformed  into  tlie  former. 
See  also  Virchow,  ‘Her  Untergang  des  Zellenkerns,’ 
Arch  iv,  vol.  Ixxxv. 

^ Baumgarten,  Joe.  cit.  The  origin  of  the  change  in 
the  intercellular  sul)staiice  was  noticed  by  Lebert, 
Midler’s  Archiv,  1884,  pp.  194,  488.  Eef.  also  to 
Virchow,  Wiirzh.  Verhaitdlanqcn,  loc.  cit.,  and  to  Buhl, 
Lungencutzfnuhing,  kc.  pp.  77-8. 

' KranJxhafte  Gcschwiilste,  ii.  644. 

The  direct  influence  of  bacilli  in  the  production  of 
caseation  will  be  considered  later. 

‘‘  Lym})hdriisen-TnJjcrculusc,  p.  99. 
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XLIII.  5.  Caseous  nodules  of  this  description  may  be  distinctly  traced  to  a small-celled 
growth  invading  the  capillaries  and  reticular  cells  in  the  floor  of  the  alveoli,  as  are  seen 
in  XL.  6,  7 ; XXXYII.  1,  2,  and  the  caseation  extends  to  the  reticulum  as  in 
XXXIX.  1. 

(d)  The  sninll  yellow  granidatlom,  sometimes  conglomerate  but  more  often  occurring 
singly,  produced  in  acute  tuberculosis  {see  VI.  and  XXVIII.  6),  are  those  concerning 
which  the  greatest  difference  of  oj)inion  has  existed.  They  present,  in  the  more  ad’vanced 
portions,  an  almost  uniform  granular  debris,  in  which  but  few  traces  of  structure  can 
be  seen  ; in  other  and  less  degenerated  parts,  they  show  the  alveoli  filled  with  an  amor- 
phous granular  substance  ; the  walls,  as  Green  has  remarked,  exhibiting  Imt  little  small- 
celled  infiltration.  In  the  outer  zone,  on  the  other  hand,  the  alveoli  are  filled  with  large 
epithelial  cells,  more  or  less  fattily  degenerated  and  sometimes  deeply  pigmented.  The 
first  inference  Avould  be  that  the  caseation  results  directly  from  the  breaking  down  and 
fusion  of  these  ceils,  but  1 believe  that  this  is  not  the  fact.  It  is  true  that  the  cells  do 
thus  break  down,  and  their  debris,  miimled  with  the  exudation  contained  within  the 
alveoli,  contributes  to  the  caseous  mass  ; but  this  is,  it  seems  to  me,  preceded  by  another 
change,  which,  however,  is  not  easy  to  trace  in  all  specimens.  The  destruction  and 
complete  caseation  of  the  epithelium  does  Jiot  appear  to  occur  until  a small-celled  groAvth 
has  taken  place  in  the  floor  and  Avails  of  the  alveoli,  affecting,  as  in  the  granulations  last 
descril)ed,  the  capillaries  and  the  reticular  cells  of  the  floor.  This  is  seen  in  XXX.  7,  8, 
and  fi,  where  the  small-celleci  groAvth  is  mingling  Avith  the  epithelioid  cells,  while  in  fig.  7 
are  some  alveolar  passages  filled  AAuth  amorphous  debris.^  Changes  like  XXX.  5 are 
also  seen  in  parts  Avhere  the  alveoli,  containing  large  epithelial  cells,  are  surrounded  by 
Avails  thickened  by  a small-celled  growth,  but  this  is  not  common.  The  more  usual 
features  are  those  represented  in  XXAGII.  G,  and  at  the  margins  of  these  are  alveoli 
resembling  XXXIX.  2,  inters])ersed  AAdth,  or  passing  into,  those  like  XXX.  8,  9,  but 
sometimes  attended  AAuth  a more  distinct  small-celled  groAvth,  as  in  XXVIII.  7.  The 
small-celled  growth  is  usually  scanty  and  not  reticulated.  The  cells  are  often  distinctly 
nucleated,  and  the  growth  is  mingled  with  fusiform  cells  Avhich  appear  to  spring  from 
the  nuclei  of  the  capillaries  ; the  latter  in  many  parts  distincfly  participate  in  the 
change.  The  growth  can  also  be  traced  through  stages  like  XXXVII.  1,  a c l>,  and  2 ; 
and  also  like  XL.  G. 

The  peculiarity  of  the  process  is  the  acuteness  with  which  it  occurs  ; general  necrosis 
appears  to  ensue  before  any  considerable  amount  of  small-celled  proliferation  has  taken 
place,  and  sometimes  apparently  during  the  earliest  stages  of  this,  so  that  it  is  only 
in  some  jdaces  that  it  can  be  traced.  I believe,  however,  that  this  change  in  the  alveolar 
wall,  to  which  I shall  have  hereafter  to  recur,  is  the  antecedent  of  the  caseation  and  is 
its  true  cause,  owing  to  the  arrest  of  the  circulation  ])roduced  by  the  implication  of  the 
capillaries,  coupled,  in  all  probability,  Avith  a more  acute  inflammatory  process  than 
attends  the  formation  of  the'  grey  granulation.^  In  many  parts  of  the  lungs  in  which 
this  acute  production  of  yelloAV  miliary  nodules  is  proceeding,  a lobular  pneumonia  may 

' These  figures  are  drawn  from  parts  where  a more  ot  his  Lehrbuch  dcr  2^ath.  GcwebeleJire,  1875  and  1878, 
diffused  caseation  existed,  but  the  change  was  equall}^  p.  353  (the  tim’d  edition  is  inaccessible  to  me)  has  de- 
seen  around  nodules  like  XXVIII.  6.  scribed  this  caseation  as  arising  in  a similar  manner 

- The  acuteness  of  formation  of  the  yellow  granula-  from  a small-celled  gi’owth,  to  which  he  ajiplies  Buhl's 

tion  was  urged  b3^  Green  as  the  cause  of  the  early  term  of  ‘ desipiamative  pneumonia,’  and  he  st_yles  it  a 

necrosis,  Med.  Times  and  Gaz.  1872,  ii.  457.  Green  recog-  ‘ tubercular  broncho-i>neumonia.’  In  his  first  edition 

nised  also  the  scanty  small-celled  growth,  but  did  not  (186U,  p.  341)  he  called  it  a ‘ pseudo-tubercular  broncho- 
attribute  to  it  the  influence  which  I am  disposed  to  as-  pneumonia,’  and  attributed  the  caseation  solelj^  to  the 
cribe  to  it.  Eindfleisch,  in  the  fourth  and  fifth  editions  accumulation  of  epithelial  products.  See  p.  339. 
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be  foiiml,  differing  in  no  essential  particular  from  that  seen  in  the  typical  broncho- 
imeiimonia  of  childhood  ; the  infinidibida  are  filled  with  large  desquamated  epithelioid 
cells,  mingled  with  more  or  less  exudation-matter,  and  the  process  assumes  a pyramidal 
form,  with  the  base  on  the  pleura  or  on  the  interlobular  septa.  In  some  of  these,  a 
small-celled  growth  of  the  nature  of  that  now  described  may  be  found,  proceeding  in  the 
walls  of  the  alveoli  and  of  the  alveolar  ducts  ; coincidently  with  this,  caseation  may  be 
observed  in  various  stages  of  progress  {see.  XXV HI.  2).  Lobules  or  acini  thus  affected 
may  be  found  side  by  side,  in  absolute  juxtaposition,  with  others  where  the  only  appa- 
rent contents  of  the  alveoli  are  epithelial,  and  where  no  signs  of  caseation  are  apparent. 
The  conclusion  appears  to  be  justified,  that  many  of  these  granulations  commence  with 
a process  akin  to  that  seen  in  broncho-pneumonia,  but  owe  their  caseation  to  the  small- 
celled  growth.  The  proportions  between  the  e[>ithelial  and  small-celled  growth  vary, 
however,  considerably  in  different  specimens.  It  has  been  repeatedly  stated  thac  many 
of  these  granulations  are  purely  epithelial  in  character,  but  as  far  as  my  observation  has 
extended,  it  is  not  common  to  find  granulations  of  this  nature,  in  any  form  of  tubercu- 
losis or  phthisis,  entirely  unattended  by  small-celled  growth,  except  in  their  initial  stages, 
although  such  granulations  undoubtedly  do  exist.  In  some  cases,  indeed,  the  small- 
celled  growth  may  be  seen  commencing  in  the  alveolar  walls,  while  the  epithelium  in  the 
floor  is  still  flat,  and  shows  no  signs  of  proliferation  ; in  others  a small  central  nodule 
of  this  growth  may  be  observed  passing  into  caseation,  while  the  surrounding  alveoli 
exhibit  epithelial  proliferation.  Giant-cells  are  not  seen  to  precede  this  process  of  acute 
caseation.  They  appear  to  require  a certain  time  for  their  production,  which  is  not 
allowed  in  the  rapidity  of  the  destructive  process. 

The  perivascular  and  peribronchial  growths  in  acute  tubercle  do  not  show  as  great 
a tendency  to  caseation  as  is  observed  in  the  granulations  of  alveolar  origin.  Klein  ^ 
believes  that  in  the  artificial  tuberculosis  of  the  rodentia,  caseation  does  not  occur,  or 
only  at  advanced  stages,  but  I have  observed  it  in  the  perivascular  growth  in  childhood, 
thougli  ap})arently  extending  from  the  adjacent  alveolar  infiltration.  The  peribronchial 
growths  in  ordinary  phthisis  tend  to  caseate,  and  the  cavity  of  the  tube  may  then  be 
found  obstructed  by  caseous  materiol. 

(b)  I'ke  Cdseatlon  of  the  (jranid.ations  in  ordinary  phthisis  proceeds  ap|)arently  by  pro- 
cesses identical  with  those  now  described  as  occurring  in  acute  tuberculosis.  In  some 
cases  where  absolute  identity  of  apparent  origin  does  not  exist,  there  is,  however,  an 
essential  unity  in  the  character  of  the  process,  viz.  that  it  takes  place  subsequently  to,  or 
coincidently  with,  a similar  small-celled  growth  and  obstruction  of  the  capillaries.  Thus 
caseous  nodules  like  XXXVIII.  3,  and  XLIII.  5,  may  be  traced  to  earlier  conditions 
like  XXXXII.  5,  XXX.  3,  XXX\MII.  7,  and  XL.  1,  and  in  some  places  to  stages 
like  XXXIX.  1,  and  XXXIX.  4.  They  can  also  be  traced  to  processes  where  the 
invasion  of  the  capillaries  can  be  distinctly  seen,  as  in  XL.  6.  In  many  instances, 
both  in  acute  and  chronic  phthisis,  the  caseation  of  nodules  consisting  almost  entirely  of 
small-celled  growth  can  be  seen,  interspersed  among  the  other  forms  of  this  change  {sec 
XXX IX.  7 ; XL  I.  (1).  It  remains  to  notice  the  process  of  caseation  in  some  of  the 
larger  conglomerate  nodules,  the  large  soft  granulations,  and  the  condjinations  of  casea- 
tion with  fibroid  degeneration. 

{a)  The  [>rocess  in  some  of  the  conylomerate  nodules.,  like  XXXII.  7,  XXX\'.  4, 
begins  with  changes  like  XL.  1 and  2,  combined  with  those  seen  in  XL.  (>,  which 

‘ Atiatomij  of  the  Lijmphatic  Sjstem,  part  ii.  p.  5‘2. 
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have  been  already  described.  Other  congdomerate  caseous  masses  proceed  direct  from  the 
caseation  of  the  soft,  epithelioid  nodules,  like  XXX.  1 and  3,  XXXIV.  1,  XXXVIL  5, 
and  XXXVIII.  7. 

(b)  The  large  yelloio  granidatums  (IX.  1 ; X,  1,  2,  and  4)  may  also  originate,  like 
those  last  described,' by  the  fusion  and  caseation  of  the  softer  epithelioid  granulations,  but 
in  many  instances  they  arise  from  larger  areas  of  infiltration,  embracing  lobules  of  various 
sizes,  formed  of  the  whole  of  the  terminal  acini  of  individual  bronchioles.  The  types  of 
these  may  be  seen  in  XXXVI.  1,  2,  and  3,  and  XXXYII,  4.  They  consist  essen- 
tially of  epithelial  desquamation  in  the  interior  of  the  alveoli,  mingled  with  small-celled 
■growth  in  the  wall,  and  the  latter  apparently  causes  the  caseation  of  the  masses'  by  the 
obstruction  of  the  vessels.  The  process  of  the  formation  of  these  masses  has  been  already 
described.  See  pp.  93  and  102. 

A somewhat  peculiar  form  of  soft  caseous  nodules,  generally  also  of  large  size,  and 
bounded  by  thickened  interlobular  septa,  but  sometimes  without  any  distinct  limits,  is 
seen  in  XL.  4.  It  is  met  Avith  both  in  acute  and  chronic  phthisis.  (^Heath^  Case  26,  and 
Gardiner,  Case  22. ) ddiere  is  a greater  persistence  of  the  alveoli  and  alveolar  passages  than 
is  usual,  and  also  of  the  terminal  bronchioles,  and  the  latter  appear  to  be  dilated  within 
these  masses,  though  this  change  is  not  observable  in  the  adjacent  portions  of  pulmonary 
tissue.  They  can  be  distinctly  seen  to  proceed  out  of  masses  like  XL.  1,  2,  and  3.  There 
is  l)ut  little  e|)ithelial  proliferation,  and  the  lobule  caseates  directly  on  the  appearance  of 
the  small-celled  growth,  the  invasion  of  which  can  be  distinctly  traced  in  some  specimens, 
though  the  caseation  takes  place  before  the  growth  has  proceeded  to  the  extensive  thicken- 
ing seen  in  XL.  5. 

(c)  Indurated  nodules  are  found  combined  with  various  amounts  of  caseous  change, 
which  is  generally  limited  to  their  central  parts,  but  may  occur  also  in  spots  within  the 
nodule,  the  remainder  of  which  is  fibrillated  or  pigmented.  This  caseation  is  seen  to 
affect  both  the  cell-elements  and  the  reticulum.  It  occurs  in  the  indurating  nodules  of 
acute  tuberculosis  {see  XXXI.  7 and  <S).  It  is,  however,  more  commonly  found  where 
a certain  amount  of  epithelial  proliferation  has  preceded  the  small-celled  growth,  as  in 
XXXIX.  5 ; XL.  9,  and  nodules  of  caseation  of  this  origin  may  be  distinctly  traced 
to  amorphous  or  caseous  masses  like  XXXII.  7 ; XXXV.  4.  It  is  also  observed 
when  the  small-celled  growth  has  proceeded  to  a dense  reticulate  fibroid  formation,  as  in 
XLI.  2,3,  and  5,  and  some  of  these  nodules,  partly  caseous,  are  also  intensely  pigmented, 
as  in  XL.  10.  Nodules  of  small-celled  growth,  like  XLI.  6 {Case  34,  Cox),  also  occur 
in  the  midst  of  fibroid  reticulate  growth,  like  XLI.  7 {Case  33,  Coppin). 

All  the  forms  of  caseation  described,  both  in  acute  and  chronic  phthisis,  may  be  sur- 
rounded by  a zone  of  fibroid  thickening  containing  giant-cells,  as  in  XXXI.  7 {see  also 
XXXAff.  1,  XL.  3 and  4,  and  XXXIX.  5 and  7).  This  fibroid  thickening  for  the 
most  part  corresponds  to  the  interlobular  septa,  and  the  giant-cells  are  in  the  adjacent 
alveoli.  These  latter  are  not  always  so  regularly  disposed  as  in  XXXI.  7,  but  may 
be  found  scattered  in  varying  numbers  irregularly  in  the  adjacent  tissue. 

In  other  parts,  the  nodules  of  caseation  are  not  thus  abruptly  cii'cumscribed,  and  show 
at  their  margins  either  alveoli  filled  simply  with  epithelioid  cells,  or  alveoli  in  the  walls 
and  floors  of  which  small-celled  growth  is  proceeding  {see  XXXVI.  3 ; XLIII.  5).  In 
many  places  the  alveoli  adjacent  to  the  caseous  nodules  are  found  presenting  changes  like 
XL.  6,  and  XLI.  6 ; while  some  indurating  nodules  are  bounded  by  a dense  small-celled 
growth,  like  XLI.  5. 
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Tlie  Diffuse  Caseations  of  Phthisis,  which  are  still  occasionally  termed  ‘ caseous  pneu- 
monia,’ originate  in  various  ways,  but  essentially,  in  all  their  characteristics,  they  repro- 
duce the  processes  described  as  conducing  to  similar  changes  in  the  granulations.  They 
may  arise  from  the  confluence  of  granulations,  of  either  the  small-celled  or  of  the  epithe- 
lioid types,  in  all  the  forms  which  I have  described,  and  this  confluence  may  be  observed 
with  more  or  less  trace,  in  their  periphery,  of  the  fibroid  zone  containing  giant-cells,  as 
described  by  Charcot. 

(«)  Forms  of  caseation,  identical  in  character  and  appearance  with  those  described 
as  arising  from  the  caseation  of  granulations,  may  often  be  observed  in  a diffuse  form 
extending  over  considerable  areas,  without  any  definite  circumscription,  and  not  only 
without  any  evidence  that  they  have  originated  in  the  confluence  of  granulations,  but,  on 
the  other  hand,  with  distinct  evidence  at  their  margins  that  they  are  proceeding  indefinitely 
and  irregularly  through  altered  pulmonary  tissue.  The  greater  part  of  these  may  be 
seen  in  tracts  of  grey  pneumonic  infiltration  fee  A IL  4 ; X.  4 ; XIAh  2),  while  others 
maybe  seen  in  a redder  pneumonic  infiltration  (XII.)  ; others  again  may  extend  in  more 
or  less  irregular  masses  into  highly  injected  pulmonary  tissue  (A"II.  2;  XL  1),  and 
I others  again  may  occupy  considerable  tracts  of  tissue  having  a more  or  less  worm-eaten 

I look,  or  like  Rochefort  clieese  ^ (A"III.  3).  These  undefined  areas  may  be  irregularly 

intermingled  with  nodules  evidently  proceeding  from  the  confluence  of  granulatious,  and 
''  the  distinction  between  the  two  forms  is  not  always  easy,  even  with  the  microscope.  I 

have,  however,  no  hesitation  in  again  expressing  my  opinion  that  diffuse  caseations  arise, 
in  these  pneumonic  tissues,  through  processes  in  which  the  grey  gramdaiion  proper 
forms  no  necessary  part,  but  which  are  due  to  a small-celled  growth,  having  characters 
■I  similar  to  those  of  the  granulations,  but  infiltrating  the  alveolar  wall,  destroying  the 
circulation,  and  arresting  the  vitality  of  the  part. 

Thus  the  type  of  caseation  seen  in  XXAXII.  8 ; XXXA’^III.  3 ; XLIII.  5 — where  a 
more  or  less  fibrillated  structure  remains  among  the  amorphous  debris — may  be  traced  to 
j changes,  occurring  in  a diffuse  form,  similar  to  those  which  ha^^e  been  described  in  the 

j shape  of  nodules,  in  which  the  same  characteristics  may  be  observed.  It  may  thus  be 

i seen  to  proceed  from  indefinite  areas  having  the  appearances  of  XX AXIL  7 ; XXXA'^II. 

1 and  2 ; XIj.  6.  It  may  also  arise  out  of  areas  of  diffuse  small-celled  growth,  more 
or  less  mingled  with  epithelium,  like  XXXLh  6,  and  XL.  2,  and  also  from  changes 
like  XIj.  1,  but  occurring  in  extended  and  non-circumscribed  areas.  In  some 
places  similar  tracts  may  be  seen  })roceeding  in  parts  where  the  alveolar  wall  is 
becoming  thickened  through  undefined  areas,  l)y  processes  resembling  XXXA^II.  6 and 
XXXIX.  2. 

(b)  Large  areas  of  caseous  pneumonia,  like  A^I.  2-  AXI.  2 AXIL  3,  proceed  by 
thickening  of  the  alveolar  walls  with  a small -celled  growth  in  a diffuse  form,  and  having 
the  character  of  XXAXII.  9 and  10  ; XXX.  5 and  6 ; XXX VIII.  1.  They  are  also 
, seen  like  XXXVI.  4,  a condition  that  arises  from  infiltrations  like  XXXAXI.  G and  7 ; 
XXXIX.  2 and  3.  In  some  of  these,  as  in  XXXA'^I.  4,  a dense  homogeneous  small- 
celled  growth  invades  portions  of  the  tissue,  filling  the  alveoli  and  leading  to  a uniform 
caseous  mass.  Such  infiltrations,  in  their  earlier  stages,  residt  from  changes  like 
XXXA^IIL  8,  and  XL.  2,  and  they  may  also  be  traced  back  to  diffuse  changes  like 
XL.  1,  or  to  changes  like  XXXA'III.  7,  occurring  in  indefinite  areas,  while  in  some 

' See  p.  70,  note  ‘2.  it  all  the  caseating  processes  were  traceable  to  one  or 

" This  figure  is  one  of  a diabetic  lung  {Case  14).  In  other  of  the  two  forms  liere  described. 
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cases,  large  areas  of  a similar  cliaracter  may  be  seen  arising  from  infiltrations  of  mingled 
e])ithelial  and  small-celled  growths,  like  XXVIII.  2 and  7. 

In  this  and  also  in  the  foregoing  process  {see  ante,  a)  masses  of  small-celled  growth 
may  be  seen,  in  some  specimens,  to  be  filling  the  alveoli  and  participating  in  the  casea- 
tion, without,  however,  forming  distinct  granulations,  except  from  their  position  within 
the  alveoli. 

(c)  Areas  like  XL.  4 may  also  be  seen  in  a diffuse  form,  owing  their  apparent 
origin  to  processes  similar  to  those  in  which  the  same  appearances  arise  in  a nodular  form 
{see  p.  116). 

{(1)  Caseation  without  apparent  thickening  of  the  walls,  like  XXX YI.  5,  and 
XXXVIII.  9,  occurs  also  in  extensive  areas,  and  then  resembles  XXVIII.  6.  This  form 
lias  been  especially  attributed  to  the  caseation  of  epithelium  accumulated  in  the  interior 
of  the  alveoli,  and  this  opinion  has  been  one  of  the  chief  reasons  for  the  use  of  the  term 
caseous  pneumonia  ’ in  its  application  to  the  whole  of  the  diffused  caseous  processes. 
^Similar  conditions  in  the  nodular  form  have  been  already  described  {see  p.  114),  and  I believe 
that,  in  all  cases,  identical  changes  can  be  traced  in  those  of  a similar  character  that  occur 
diffusely.  The  epithelium,  though  occasionally  becoming  granular,  does  not,  T believe, 
per  se  undergo  the  caseous  change  until  conditions  different  from  those  found  in  ordinary 
pneumonia  have  arisen  in  the  floor  and  walls  of  the  alveoli,  and  I think  it  very  doubtful 
whether  the  epithelium  as  such  constitutes,  except  in  rare  instances,  any  large  proportion 
of  the  caseous  mass.  Indeed  I believe  that  caseation  in  the  jmeumonia  of  phthisis,  in 
wliatever  variety  it  may  appear,  does  not  ensue,  except  as  due  either  to  granulations  or  to 
the  changes  that  have  been  already  described,  or  those  to  which  I have  now  to  direct 
attention,  and  in  which  all  the  tissues  of  the  lung  are  destroyed  except  tlie  elastic  fibres. 
These  areas  proceed  from  the  implication  of  the  floor  and  walls  of  the  alveoli  with  a small- 
celled  growth,  mingled  with  fusiform  cells,  which  also  invades  the  capillaries,  as  is  seen 
in  XXXVII.  1,  2,  and  XL.  6.  Large  areas,  caseating  like  XXXVIII.  9 (where  remains 
of  small-celled  growth  may  still  be  seen),  may  also  be  traced  to  infiltrations  resembling 
XL.  9.  In  some  cases,  epithelioid  cells  may  be  seen  mingled  with  this  growth,  as  in 
XXA^II.  7 ; XXX.  7,  8,  9.  The  amount  of  small-celled  growth  is  not  large,  though  some 
alveoli  may  be  seen  more  densely  filled  and  resembling  XXXVII.  6,  a a and  it  may  be 
traced,  passing  at  once  into  debris  with  shrivelled  cells  and  nuclei,  as  in  XXXVII.  3.  In 
all  these  instances  there  is  but  little  evidence  of  epithelium  in  tlie  interior  of  the  alveoli.  In 
fact  the  epithelium  appears  to  perish  in  proportion  as  the  growth  of  the  small-celled 
structure  advances  {see  XXXVII.  6). 

In  some  places,  before  this  stage  is  reached,  a degeneration  of  the  nuclei  and  reticulum 
may  be  seen  (XXXIX.  1,  and  XLI.  6),  and  the  nuclei  finally  disappear,  leaving  a reti- 
culum like  XXXV.  5.  This  process  is  less  acute  than  that  seen  in  XXXA^I.  5,  but  the 
naked-eye  appearances  of  the  two  are  indistinguishable,  and  the  final  histological  results 
are  almost  identical  ; in  fact,  all  stages  of  variations  between  these  two  changes  may  often 
be  found  in  the  same  specimen. 

Acute  softening.— In  many  parts,  processes  like  those  last  described  present  a striking 
resemblance  to  suppuration.  This  apparent  suppuration  differs,  however,  from  a true  pus- 
formation  in  two  important  particulars.  It  does  not  give  rise  to  any  accumulation  of  pus- 
cells,  like  genuine  abscess,  but  it  passes  at  once  into  a destructive  change  of  the  caseous 
kind,  like  that  last  described.  Further,  in  some  places,  and  in  immediate  juxtaposition 
with  the  latter,  it  forms  solid  nodules  of  reticulate  small-celled  growth,  which  are  indistin- 
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gnisliable  from  tlie  miliary  granulations  of  tubercle.  Such  nodules,  in  some  cases,  are  seen 
to  till  the  alveoli,  and  in  considerable  areas  they  resemble  a small-celled  pneumonia,  while 
in  other  parts  they  are  seated  in  the  walls  of  the  air- vesicles,  and  in  those  of  the  bronchioles 
and  of  the  alveolar  ducts.  The  caseation  of  this  destructive  kind  cannot,  therefore,  in 
any  way  be  referred  to  the  inspissation  of  accumulated  pus,  for  no  such  accumulation 
occurs,  and  when  the  cells  constitute  solid  masses,  they  ditfer  markedly  from  purulent 
deposits,  and  in  many  cases  a reticulate  structure  can  be  traced  between  them.  The 
caseation  is  due  to  a rapid  degeneration  of  cells  of  new  formation,  arising  in  the  Avails  and 
floor  of  the  alveoli  in  a manner  identical  AAutli  that  in  which  the  dense  small-celled  gro\A"tli 
originates.  The  apparent  resemblance  to  suppuration  depends  also,  I believe,  on  the 
greater  rapidity  of  production  of  these  cells.  In  consequence  of  this,  in  the  first  place, 
they  appear  rather  more  rounded  and  more  distinctly  nucleated  than  the  ordinary  cells 
of  the  reticular  growth  ; and,  in  the  second  place,  they  perish  before  a reticulum  has  time 
to  form  between  them,  and  to  constitute  a solid  texture.  Tins  apparent  suppuration  is 
not,  hoAvever,  very  common,  except  in  some  cases  of  very  acute  phthisis  (Gnfjin,  Case 
10  ; Gardiner^  Case  22  ; and  J.  Thomas^  Case  20).  It  is  sometimes  found  in  a diffuse 
interstitial  form,  but  it  may  be  observed  also  in  the  acute  })nenmonic  infiltrations  of 
ordinary  phthisis,  and  also  in  the  granulations  of  acute  miliary  tuberculisation  of  child- 
hood, when  all  gradations  may  be  noticed  betAveen  the  acute  destructive  processes  now 
described  and  the  solid  granulations  composed  almost  entirely  of  small-celled  growth, 
or  of  this  groAvth  mingled  with  epitlielial  products.  Similar  gradations  to  an  acute 
softening  can  also  be  traced  in  tlie  epithelial  granulations  of  ordinary  phthisis,  such  as 
XXXVII.  5,  and  XL.  1 ; and  in  some  instances  there  may  be  transitions  to  such 
changes  as  that  seen  in  XL.  G.  Cells  may  in  some  cases  be  seen  to  grow  into  a solid 
mass  of  small-celled  groAvth  (grey  granulation)  or  they  may  at  once  break  doAA  ii  Ijefore 
this  has  time  to  form. 

The  histological  boundary  line  bet\A"een  these  processes  and  suppuration  is,  hoAveA^er, 
undefined,  and  I think  it  not  improbable  that  in  the  rapid  extension  of  cavities,  especially 
of  the  peribronchial  class  {see  X.  3,  4),  a genuine  suppuration  may  ensue,  though  most 
of  the  appearances  AAdiich  I have  observed  would  ]Aoint,  even  in  these  instances,  to  the 
rapid  caseation  and  liquefaction  of  a diffuse  tubercular  growth,  rather  than  to  the  forma- 
tion of  pus  in  the  ordiuaiy  manner.  In  fact,  the  suppuration,  if  it  occurs,  Avould  be  aptly 
termed  ‘ tubercular  ’ in  its  origin  and  progress. 

Genidne  suppurative  changes  do,  however,  occur  in  some  forms  of  infiltrating  pneu- 
monia of  phthisis,  but  the  process  differs  from  those  which  have  now  been  described,  and 
the  tissue  liquefies  at  once  {see  XIII.  4,  Case  18,  Brodrick).  The  softening  is  ap|)arently 
lobular,  though  the  grey  infiltration  is  diffuse  ; it  seems  to  extend  upwards  to  the 
bronchioles  and  broncln,  and  the  walls  of  the  latter  participate  in  the  process.  It  is  seen 
with  the  microscope  (XXXV.  I)  rapidly  to  break  down  large  tracts  of  lung  by  a pro- 
cess of  licpiefaction,  but  even  here,  in  some  })arts  (fig.  I a,  a,  and  figs.  2 and  3),  tlun'e  is  an 
attempt  at  reticular  formation,  passing,  Iiowever,  immediately  into  granular  disintegration.^ 

Apparent  suppuration  leads  also  to  destruction  of  the  lung  in  some  cases  AA’here 
diffuse  pneumonic  infiltration  occurs  without  visible  granulations.  I have  only  seen  tAvo 
instances  of  this.  One  of  them  is  depicted  in  V.  5 {Case  5,  S.  Broivn)  and  the  micro- 

’ Tl  iis  case  presented  well-marked  instances  of  genuine  induration,  the  result  of  an  earlier  attack.  See  Plate 
tubercular  formations,  both  recent  aiid  indurating,  in  XIII.  tig.  3. 
other  parts  of  the  lung  ; and  also  large  tracts  of  libroid 
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scopic  appearances  are  seen  in  XX XY.  7.  Here  again  the  Inng- tissue  appears  to  break 
down  at  once  into  suppuration,  though  in  other  parts  of  the  lung  small-celled  infiltrations 
may  he  found,  both  diffuse  and  nodular,  resembling  those  already  described  as  consti- 
tuting the  chief  characteristic  of  phthisical  change. 

I have  found,  though  comparatively  rarely,  suppurative  areas  like  these,  in  other  cases 
of  grey,  and  also  of  red,  pneumonic  infiltration  in  phthisis.  The  tendency  to  reticular 
formation  distinguishes  them,  as  fiir  as  my  observation  has  extended,  from  any  similar 
changes  of  a destructive  character  either  in  acute  pneumonia  * or  in  bronclio-pneumonia. 
This  suppuration,  when  present,  breaks  down  the  lung  at  once  by  an  acute  liquefactive 
})i‘ocess,  which  differs  entirely  in  appearance  from  the  softening  of  caseous  masses. 

The  softening  of  caseous  matter  lias  received  various  interpretations,  which  may  be  fairly 
summarised  as  represented  l>y  two  main  theories  : — 

(a)  That  the  caseous  material  itself  softens.  This  is  the  opinion  of  Laennec, 
llokitanski,  and  Virchow.^ 

(h)  That  it  is  due  to  a liquefaction  by  pus  secreted  by  the  adjacent  tissues,'^  an  opinion 
expressed  by  Andral,  Cruveilhier,  Hasse,  and  still  more  recently,  without  qualification,  by 
Herard  and  Cornil. 

I confess  that  I am  strongly  disposed  to  adhere  to  the  view,  expressed  especially  by 
ATrchow,  that  the  softening  is  a chemical  process  occurring  in  the  caseous  matter.  Its 
almost  constant  occmrrence  in  the  centre  of  the  granulations  renders  the  theory  that  it  is 
due  to  liquefaction  l)y  pus,  extemely  improbable  ; and  though  this  argument  may  be  met 
l)y  the  statement  that  these  tubercles  are  peribronchial,  and  that  the  softening  proceeds 
froQi  pus  secreted  in  their  interior — a view  of  their  structure  which  I have  already  com- 
bated— it  must  be  remembered  that  this  change  equally  occurs  in  the  interior  of  lymphatic 
glands,  where  such  a source  of  liquefaction  is  impossible.  It  is  true  that  tubercular  granu- 
lations are  less  given  to  softening  in  some  regions  than  in  others,  and  notably  less  in  the 
serous  membranes,  though  even  there  they  may  undergo  acute  caseation  and  ulceration.'^ 
l’)Ut  it  must  also  be  remembered  that  softening  may  occur  in  the  brain, ^ kidney, testicle  ^ 


’ I have  not  had  opportunities  of  observing  any 
genuine  cases  of  abscess  of  the  lung  in  acute  pneumonia 
which  I could  submit  to  microscopic  observation. 

^ Laennec,  Traite  cV Auscultation  mediate,  2nd  ed. 
i.  534,  531),  544;  Lobstein,  Anat.  Path.  i.  388,  472; 
Rokitauski,  Path.  Anat.  1855,  i.  298.  Rokitanski 
believed  that  the  jiroducts  of  this  softening  might  mingle 
with  the  surrounding  exudation.  Virchow,  Handhuch 
dev  spec.  Pathol,  tuul  Therapie,  pp.  282.  285,  302; 
Cellular  Pathologic,  jif).  164,  286;  Die  krankhaften 
GcschwUlstc,  ii.  596,  598,  644,  649.  The  main  point 
dwelt  upon  by  Virchow,  in  his  account  of  softening  from 
caseation,  is  that  the  caseation  is  a fatty  metamorphosis 
in  a finely  granular  form,  which  sulisequently  licpiefies 
by  a chemical  process.  He  terms  it  an  ‘ anemic  necro- 
sis ’ or  ‘ necrobiosis,’  due  to  the  arrest  of  the  circulation 
— an  opinion  asserted  by  Schroder  van  der  Kolk,  Obs. 
Anat.  Path.  1826,  p.  67,  though  this  author  believed  that 
the  liquefaction  was  assisted  by  purulent  secretion  from 
the  non-obstructed  vessels.  Virchow  specially  insists 
that  this  softened  matter  is  not  pus.  Ref.  also  to  his 
observations  on  the  softening  of  thrombi  (Cellular - 
Pathologic,  p.  179,)  and  on  the  softening  of  atheroma, 
(ih.  324,  327)  and  also  of  embolism  (Gesanunelte 
Ahhandhnigen).  Similar  opinions  have  been  expressed 
bj-  Fiirster,  Path.  Anat.  1863,  ii.  229;  Lebert,  Traite 
Malad.  Scrofuleuses  et  Tuherculeuses,  p.  16;  Wagner, 
Ha,ndb.  allg.  Pathol.  7th  ed.  p.  610.  See  also  Louis, 
licch.  siir  la  Phthisic,  2nd  ed.  p.  9,  and  Waldenburg,  Die 


Tuherculosc,  p.  156.  Many  other  authorities  might  be 
cited  in  support  of  this  view. 

® Andral,  Prec.  Anat.  Path.  i.  415.  He  quotes 
Lombard,  Essai  sur  les  Tubercules,  1826,  as  the  first 
who  expressed  this  theory.  Cruveilhier,  Anat.  Path. 
Generate,  iv.  535  et  seq. ; Hasse,  Diseases  of  the  Circu- 
lation and  liespiration,  Syd.  Soc.  Trans.  15.  330 ; Cornil 
and  Ranvier,  Manuel  Histol.  Path..  1882,  ii.  168,  169, 174. 
These  authors  appear  to  consider  softening  almost  en- 
tirely a suppurative  jn'ocess,  and  state  that  an  islet  of 
caseous  matter  cannot  suppurate  (p.  169.)  Part  of  the 
liquefaction  is,  in  their  opinion,  attributable  to  secretion 
from  the  bronchi,  an  opinion  akin  to  that  of  Carswell, 
who,  regarding  tubercle  as  seated  in  the  interior  of  the 
bronchi  and  air-vesicles,  considered  its  liquefaction  as 
due  to  further  secretion  from  these  parts ; see  Illustra- 
tions Elementary  Forms  of  Disease,  art.  ‘ Tubercle.’ 

Virchow  (Krankhafte  Gcschwiilste,  ii.  p.  652)  for 
the  pleura  and  peritoneum,  and  not  for  the  meninges. 
Delafield,  Studies  in  Pathological  Anatomy,  p.  77 ; 
Lebert,  Brustkrankhciten,  ii.  133. 

' Krankhafte  Geschwiilste,  ii.  665 ; Meyer,  Vir- 
chow’s A rchi'v,  XXX.  29. 

® Ih. ; also  Frerichs,  Beitrdge  zur  Lehre  von  der 
Tuhcrculose,  Marburg.  1882,  p.  52.  This  was  found  in  a 
case  of  acute  tuberciilosis. 

Virchow,  loc.  cit.  685  ; Gaule,  Virchow’s  Archiv, 
1877,  vol.  Ixix. ; Reclus,  Tubercule  du  Testiculc,  1876, 
pp.  57,  59. 
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spleen,^  and  liver, ^ and  in  these  latter  situations  it  may  form  cavities,  actual  or  potential. 
In  some  situations,  indeed,  and  notably  in  the  larynx  ^ and  trachea,  tubercle  may  appa- 
rently soften  without  antecedent  caseation.  On  the  other  hand,  it  must  be  admitted  that 
caseous  matter,  once  formed,  may  persist  long  unchanged,  and  may  pass,  as  already  stated, 
into  various  degrees  of  inspissation  and  calcification. 

The  tendency  to  softening  may,  I believe,  in  a large  number  of  cases,  be  attributed  to 
the  acuteness  of  the  process  in  which  the  tubercles  originate,'^  and  in  many  instances  it 
may  be  due  to  pneumonia  arising  around  them,  which  destroys  the  remaining  vitality. 
At  least,  softening  of  granulations,  evidently  of  some  standing,  may  be  constantly  observed 
in  the  midst  of  pneumonic  infiltrations  of  apparently  more  recent  date.  In  many  cases 
in  acute  tuberculosis,  however,  the  caseation  found  is  only  a stage  in  the  rapid  softening 
of  the  granulations,  and  those  varieties  which  have  been  described  as  passing  directly  into 
caseation  break  down  very  acutely. 

It  is  highly  probable  that  when  these  areas  have  thus  softened,  further  liquefaction 
and  extension  may  occur  through  processes  which  are  indistinguishable  from  suppuration, 
but  even  in  many  of  these,  this  suppuration  appears  to  present  rather  the  tubercular 
character  {see  p.  119)  than  the  ordinary  iuflammatory  type. 


Diffuse  Induration. — The  large  areas  of  almost  cartilaginous  firmness,  deeply  pig- 
mented, smooth  on  section,  sometimes  enclosing  caseous  masses,  sometimes  small  cavities, 
or  which  are  traversed  by  dilated  bronchi,  chiefly  characterise  the  chronic  forms  of 
phthisis.  They  may,  however,  be  found  occasionally  in  large  tracts,  in  cases  running 
apparently  a more  acute  course,  and  in  some  of  these  they  may  be  distinctly  traced  to  an 
antecedent  attack  of  a phthisical  nature  (see  Cases  S.  Brown  (5),  Brodrick  (i<§y  and  Smith 
(28),  V.  and  XIII.). 

These  areas  may,  in  the  majority  of  cases,  be  traced  to  one  of  two  processes,  which, 
however,  are  variously  intermingled. 

(a)  They  may  arise  from  the  confluence  of  indurating  granulations  before  described, 
as  seen  in  X.  5 ; XIV.  1 ; XVI.  2 ; XVII.  1 and  3 ; XVIII.  4 ; and  XIX.  ; but  in 
some  of  these  (as  in  XIX.  2)  the  origin  in  granulations  may  be  no  longer  discernible. 

(b)  In  other  parts  they  arise,  conjointly  with  the  foregoing,  from  diffuse  infiltration 
of  the  alveolar  walls  with  a small -celled  growth,  identical  in  characters  with  that  described 
as  passing  into  areas  of  caseous  jnieiunonia.  In  fact,  in  some  places  in  the  same  lung, 
changes  like  those  figured  in  XLI.  7,  and  XLIII.  2,  may  be  seen  in  extensive  areas, 
passing  in  one  part  into  fibroid  induration,  and  in  another  into  diffuse  caseation  or  even 
into  acute  softening,  and  these  again  may  be  traced,  in  their  earlier  stages,  to  a diffuse 
small-celled  growth  identical  in  appearance  with  XXXVIII.  8,  and  XL.  2. 

(c)  Large  areas  of  fibroid  change  may  be  seen,  as  in  XLII.  1,  to  proceed  from  a 
sraall-celled  infiltiaition  in  the  walls  of  the  alveoli,  similar  to  those  observed  in  XXX.  (i 
and  7 ; XXXVII.  G and  7 ; and  XXXIX.  2 and  3.  In  some  parts  of  the  pneumonic 
infiltration,  where  the  contents  of  the  alveoli  may  be  either  epithelioid  or  pyoid  cells,  little 


’ Paget,  Surgical  Pathology,  eel.  1863,  p.  818. 

^ Frerichs,  Zoc.  cit.  p.  104.  Lebert  (Brnsthrauhlicitcn, 
ii.  147)  says  that  softened  masses  of  tubercle  are  common 
m the  livers  of  monkeys.  Cf.  also  Eayer,  Arcli.  Med. 
Comp.  vol.  i.  1843,  pp.  210-11. 

® Virchow,  Krankhaffe  GeschwHhte,  ii.  640.  Eind- 
fleisch  (Ziemssen’s  Hanulhuch,  Bd.  v.  ‘Krankh.  Eesp.- 
App.’  ii.  IbOj  has  expressed  similar  opinions  for  other 


mucous  membranes.  The  tubercle-cells  in  these  softenings 
play  the  part  of  pus,  but  are  not  true  pus. 

■*  Burdon-Sanderson  has  communicated  to  me  the 
result  of  an  interesting  experiment  p)erformed  by  himself 
and  Klein  (see  Path.  Soc.  Trans,  vol.  xxiii.).  A guinea- 
pig,  rendered  tuberculous  by  the  ordinary  process,  was 
subsequently  injected  with  the  poison  of  acute  pytemia ; 
the  result  was  a rapid  softening  of  the  tubercles.  See 
also  Villemin,  Etudes  sur  la  Tuberculose,  p.  105. 
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can  be  seen  of  tbe  small -celled  growth  here  described,  and  only  a fibroid  change  can  be 
observed,  proceeding  directly  from  fusiform  cells  {see  XLII.  6).  In  all  such  instances, 
however,  that  have  come  under  my  notice,  in  which  granulations  and  other  evidence  of 
phthisical  change  were  present  in  other  parts  of  the  same  lung,  these  purely  fibroid 
changes  were  only  very  local  ; in  other  and  adjacent  portions,  small-celled  growth  coexisted, 
either  diffuse,  or  forming  granulations,  and  jtassing  into  indurative  changes,  and  furnish- 
ing evidence  of  the  nature  of  these  fibroid  processes.  Such  combinations  of  tubercular 
and  purely  fibroid  induration,  arising  in  pneuuionia,  are  also  seen  in  XLI.  1,  and  very 
similar  conditions  were  observed  in  the  tracts  of  fibroid  induration  seen  in  XY.  Like 
the  granulations  before  described,  these  fibroid  areas  may  arise  from  a small-celled  reti- 
cular growth,  which  may  undergo  one  of  two  changes.  It  may  pass  at  once  into  casea- 
tion, or  it  may  form  a dense  fibroid  structure  by  the  thickening  of  the  reticulum  and 
the  gradual  disappearance  of  the  cells.  This  structure,  in  some  places,  shows  consider- 
able vascularity,  as  remarked  by  Moxon  and  by  Greenfield.  The  vascularity,  however,  is 
usually  on  a large  scale  ; the  vessels,  as  these  authors  have  observed,  appear  dilated,  and 
I have  seen  but  little  evidence  of  fine  capillary  vascularity.  This  vascular  appearance  is 
not,  moreover,  either  constant  or  very  common. 

In  some  of  these  tracts,  great  thickening  of  the  bronchi  and  of  the  coats  of  the  vessels 
may  be  observed,  and  it  may  even  appear  as  if  radiating  lines  of  induration  extended 
from  them  (see  XLII.  7). 

This  induration  has  been  termed  ‘interstitial,’  but,  except  in  such  cases  as  that  last 
mentioned,  I believe  that  it  is  essentially  alveolar.  The  thickening,  whether  diffuse  or 
in  firm  conglomerate  granulations,  primarily  affects  the  alveolar  tissue.  Although  the 
interlobular,  the  peribronchial,  and  periarterial  connective  tissue  takes  part  in  and  con- 
tributes to  the  general  thickening,  it  does  not  constitute  either  the  starting-point,  or  even 
the  principal  or  most  essential  portion,  of  this  change. 


SYPHILITIC  DISEASES  OF  THE  LUNG. 

Syphilitic  affections  of  the  lung  have  in  recent  years  been  brought  prominently  under 
the  attention  of  the  profession,  although  some  allusion  was  made  to  them  by  earlier 
wH’iters.  Much  doulit  still  exists  whether  all  the  changes  in  the  lung,  lately  described  as 
having  this  origin,  are  trul}^  specific  in  their  nature,  or  have  any  special  relation  to 
syphilis.  I shall,  however,  enumerate  the  chief  of  these,  and  discuss  the  grounds  on 
Avhicb  they  have  been  included  in  this  category. 

Gummata  of  the  lung  constitute  the  only  evidence  of  syphilis  recognisable  with 
certainty,  but  they  are,  comparatively  speaking,  rare.  They  have  been  fully  described  by 
Wilks,^  Wagner,^  Virchow,  and  other  more  recent  writers.  Illustrations  of  them  are  given 
in  Plates  IV.  2,  3,  XXVI.  8,  and  XXVII.  They  are  found  in  two  stages,  the  period  of 
formation  and  tlie  period  of  caseous  change.  In  the  earlier  stages  they  form  masses  of 
a grey,  reddish-grey,  or  brownish-red  tint,  and  are  pigmented  in  parts.  The  section  is 
smooth  and  semi-transparent.  They  are  markedly  firm,  and  yield  but  little  fluid  either 
on  scraping  or  on  pressure.  At  still  earlier  periods,  they  have  an  almost  gelatinous 

> tVilks,  Guy's  Hasp.  Bep.  I8C3,  anil  Trans.  Path.  Soc.  vol.  ix.  - E.  Wagner,  Archiv  der  Heilhunde,  vols.  iy.  v.  vii* 
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aspect/  and  commence  as  ‘specks  and  streaks  of  glutinous  material,  thickly  studding 
limited  districts  of  the  pulmonary  parenchyma.^ 

They  sometimes  send  irregular  prolongations  into  the  surrounding  tissue.^  In  the 
earlier  stages  they  are  not  encapsuled,^  but  later  become  sharply  defined,^  and  a distinct 
capsule  sometimes  surrounds  them  when  the  caseous  stage  is  attained.  Caseation  usually 
commences  in  spots  and  streaks  in  the  midst  of  the  grey,  firm  ground  of  the  gumma,  but 
sometimes  it  begins  in  the  centre.*^  When  the  caseous  change  is  completed,  the  gummata 
form  ‘ circumscribed  nodules  of  a firm,  yellowish,  dry  substance,  totally  unlike  any 
‘ ordinary  inflammation  or  scrofulous  deposit ; ’ they  correspond  in  all  particulars  to  the 
gummata  found  in  the  liver,  ‘ only  less  firm,’  ” and  within  them,  all  traces  of  pulmonary 
tissue  have  disappearetl.  They  tend  to  soften,  sometimes  into  caseous  matter  resembling 
that  which  results  from  ordinary  pneumonia,®  sometimes  so  as  to  resemble  masses  of  firm, 
white,  pottery  clay,  and  they  may  contain  crystals  of  cholesterine.^  In  some  instances, 
they  form  cretaceous  masses  ; in  other  cases  they  produce  puriform  masses,  which  have 
led  to  doubt  whether  they  were  not  circumscribed  pymmic  formations,  but  from  these 
they  may  be  usually  distinguished  Ijy  the  firmness  of  the  wall  surrounding  them.^^  They 
may  also  soften  into  cavities,  and  of  this  process  numerous  instances  exist  in  medicrd 
literature. 

In  size,  these  masses  vary.  The  most  typical  and  characteristic  are  single,  and  attain 
dimensions  from  a bean  to  a small  orange.  In  many  instances  they  are  described  as 
smaller  ; Fournet^^  indeed  states  that  they  vary  in  size  from  a hemp-seed  to  a hazel 
nut,  and  are  seldom  larger  than  this.  In  some  cases,  when  small,  they  are  multip)le,  and 
have  even  been  so  numerous  as  to  make  the  lung  feel  like  a bag  of  peas,  the  individual 
gummata  not  exceeding  the  size  of  a lentil. With  regard  to  site,  they  seem  to  have 
no  special  [)redi lection,  llie  larger  masses  are  commonly  single,  and  when  of  medium 
size  they  seldom  exceed  two  or  tliree  in  number  and  then  may  be  limited  to  one  lung 
or  may  afiect  both,  but  large  and  small  may  coexist  in  considerable  numbers. 

When  the  smaller  bodies  are  numerous,  the  distinction  between  them  and  indurated 
tubercles  becomes  more  difficult,  and  indeed  in  some  cases  it  may  be  doubted  whether 
some  nodules  thus  described  as  syphilitic  ought  not  to  be  classed  as  tubercle,  inasmuch  as 
they  correspond  more  closely  with  these  formations  than  with  typical  gummata.  A^ir- 
chow,^®  as  is  well  known,  is  disposed  to  classify  as  syphilitic  various  nodular  forms  of 
indurative  ‘ peribronchitis  ’ and  also  multiple  caseous  nodules  ; but  he  admits  the  difficulty 
of  distinguishing  these  from  tubercle,  and  this  difficulty  has  not  yet  been  overcome. 


1 Meschetle,  Virchow’s  Archiv,  18GG,  xxxvii.  507 ; 
Lacage,  Ussai  Fhthisie  Suj)hilitiqiie,  These  de  Paris, 
1870,  p.  78. 

^ Welch,  On  Destructive  Lung  Disease  among 
Soldiers,  clr.  Alexander  Prize  Essay,  1872,  p.  06. 

^ Schnitzler,  Lunge  ns  ijgAdlis,  p.  31 ; Mahomed,  Path. 
Soc.  Trans.  1877,  xxviii.  330. 

T.  H.  Green,  Path.  Soc.  Trans,  xxviii.  331. 

^ E.  Wagner,  Arch,  der  Heillumdc,  iv.  331. 

" Fouriiet,  ‘ Lerons  Phthisie  Syphiliti(pie,’  Gaz. 
Hebdom.  1875,  p.  700. 

’ Wilks,  Gag's  Hosg).  liej).  1803,  and  Path.  Soc. 
Trans,  vol.  ix.  (ligures). 

“ Goodhart,  Path.  Soc.  Trans,  xxv.  32. 

® Moxon,  Gag's  Hasp.  Hep.  1807,  p.  344. 

Lancereaux,  Gaz.  Phehdom.  1867,  p.  044. 

Dei)aul,  Dull.  Soc.  Anat.  1837 ; Gaz.  Med.  1851  ; 
Mem.  Acad.  Imp.  de  Med.  1853;  also  Iticord,  Clin. 
Iconograpjh..  pi.  28. 

Schroder  van  der  Kolk,  Ohs.  Anat.  Path.  p.  130. 


Fournet,  loc.  cit.  p.  760,  says  that  these  cavities  may 
he  anfractuous,  when  several  gummata  have  coalesceLh 
See  also  Wilks,  Path.  Soc.  Trans,  vol.  ix.  (figure).  Von 
Cube  (Virchow’s  Archiv,  1880.  Ixxxii.)  describes  a case 
in  which  the  breaking  down  of  a gumma  (characteristic 
fragments  of  which  appeared  in  the  expectoration)  led  to 
the  signs  (jf  a cavity. 

^ Wilks  (loc.  cit.)  compared  the  size  to  that  of  a 
‘ marble.’  Masses  the  size  of  an  orange  have  been  de- 
scribed by  Gowers  and  by  Green  (Path.  Soc.  Trans,  vol. 
xxviii.),  and  one  the  size  of  a hen’s  egg  by  Pleisclil  and 
Klob  (Wien.  med.  Woch.  1800,  (juoted  by  E.  W’agner). 

That  of  a pea,  Sidney  Coupland,  Path.  Soc.  Trans. 
vol.  xxvii. 

Gaz.  Hebdom.  1875,  p.  700. 

Lancereaux,  Bull.  Acad,  do  Med.  Oct.  1877. 

Ilenop,  Deatsch.  Arch.  f.  Min.  Med.  1879,  xxiv. 
250  (figure).  One  was  the  size  of  a goose’s  egg. 

Kranhhafte  Geschwiilste,  ii.  407. 
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Indeed,  if  all  nodules  of  this  nature  occurring  in  syphilitic  patients  are  to  he  regarded 
as  specific,  the  range  of  syphilitic  pulmonary  disease  must  be  vastly  extended,  and  I 
venture  to  adhere  to  the  opinion  that  in  the  majority  of  these,  the  disease  is  essentially 
tubercular  in  nature,  and  not  syphilitic.  The  indurated  nodules  sometimes  form  con- 
glomerate racemose  masses,  which,  judging  from  the  descriptions  given,  must  very 
closely  resemble  those  found  in  ordinary  chronic  plithisis,  and  their  nature  will 
be  discussed  hereafter.  Virchow  indeed  admits  that  no  marked  distinctions  exist 
between  them  and  the  masses  found  in  ‘ grinder’s  phthisis.’  ^ Rindfleisch  has  even 
described  as  syphilitic  a tuberculisation  which  he  admits  is  indistinguishable  from  miliary 
tubercle.  The  real  questions  as  regards  these  forms  are — whether  they  are  instances 
of  ordinary  tubercle  in  syphilitic  subjects  ; whether  they  are  bodies,  not  tubercle  but 
resembling  it,  produced  by  syphilis  ; or  whether  they  are  tubercles  modified  by  the 
syphilitic  diathesis.  Baumgarten  has  recently  stated  that  there  is  evidence  of  the 
occurrence  of  genuine  miliary  syphilomata  in  the  lung.^  That  miliary  nodules  may  be 
of  a sy])hilitic  nature  (demonstrated  by  their  association  with  gummata),  is  evidenced  by 
Gowers’  woodcut  (^see  later).  When  these  have  been  described  in  other  organs,  there  is, 
in  many  instances,  some  doubt  whether  the  cases  may  not  have  been  of  tubercular 
nature.^  In  other  cases  the  evidence  is  stronger  in  favour  of  syphilis,^  and  Virchow  is 
disposed  to  regard  some  nodular  thickenings  of  the  pleura  as  being  of  this  nature.® 
Cornil  and  Ranvier  have  described  gummata  of  the  liver  as  being  surrounded  by  smaller 
nodules.^  The  difficulty  of  diagnosis  is  increased  by  the  fact,  as  shown  by  Baumgarten, 
that  the  smaller  supposed  syphilomata  have  a structure  identical  with  that  of  miliary 
tubercle,  and  undergo  the  same  changes.® 

Among  the  variations  that  have  been  described  in  the  appearances  of  supposed  gum- 
inata,  must  be  mentioned  those  in  which  a certain  resemblance  exists  between  these  bodies 
and  pulmonary  infarcts.  The  most  remarkable  of  these  is  by  Henop,^  who  describes  a 
wedge-shaped  mass,  the  size  of  a goose’s  egg,  situated  in  the  upper  lobe,  with  its  base 
at  tbe  pleura  and  the  apex  at  the  periphery  of  the  lung.  It  was  yellow,  firm,  dry,  and 
surrounded  by  a hyperinmic  zone  of  healthy  tissue,  but  its  syphilitic  character  may  be 
regarded  as  proved  by  the  co-existence  of  other  gummata  in  the  lungs.  Smaller  nodules, 
which  caused  Cornil  to  doubt  whether  they  were  not  of  embolic  origin,  are  described  by 
INIartineau  ; the  opinion  that  they  were  syphilitic  rested  on  the  freedom  of  the  pulmonary 
artery  and  on  microscopic  examination. 

Syphilitic  Pneumonia. — Various  forms  of  inflammatory  consolidation  of  the  lung  have 
been  attributed  to  syphilis.  The  most  characteristic  is  that  which  was  described  by 


' See  Sacharjin,  Berl.  Idin.  Wocli.  1878,  j).  35. 
Kecent  pneumonia  at  the  bases ; bronchiectasis  at  the 
apex  of  the  right  lung ; much  induration  throughout 
both  lungs  in  the  form  of  small  nodules,  the  size  of  pins’ 
heads,  collected  into  groups  and  connected  by  bands  of 
hbroid  tissue.  Vogt  and  Paj)ino£f  (Virchow’s  Archiv,  vol. 
Ixxv.)  describe  conglomerations  of  the  dimensions  of  a 
hazel-nut,  consisting  of  small  bodies,  the  size  of  pins’  heads, 
sometimes  showing  thickenings,  in  which  the  lamina  of 
bronchi  appear,  passing  into  difluse  thickening.  See 
also  rJamdohr,  Arch,  der  Heilh.  1877,  vol.  ix.,  most  of 
whose  cases  appear  to  me  tubercular.  (See  my  Plates  X. 
hgs.  5,  6,  7,  and  XVII.  XVIII.  XIX.  for  the  same  appear- 
ances in  chronic  phthisis). 

Eindfleisch,  Ziemssen’s  Handbucli,  vol.  v.  ‘ Krank. 
Eesp.-Apparates,’  ii.  223  (figured). 

^ Virchow’s  Archiv,  1881,  Ixxxvi.  197-8 : see  also 
Von  Barensprung,  Deutsche  KUnik,  1858,  No.  17. 

Thus  Wagner  (Arch,  der  Hcilk.  iv.  441)  speaks  of 


some  miliary  nodules  in  the  liver,  associated  with  supposed 
syphilomata  of  larger  size,  as  being  miliary  tubercles. 
Tubercles  existed  in  this  case  in  other  parts,  but  he  calls 
other  nodules  ‘ syphilitic  ’ on  account  of  their  structirre 
(ih.  V.  l39).  See  also  ih.  obs.  32,  vol.  iv.  437,  where  there 
was  no  direct  evidence  of  s3"philis ; likewise  vol.  v.  124, 
(liver  syphilitic,  lungs  miliary  tubercles),  and  v.  133, 
(diabetes,  lungs  tubercular,  liver  syphilitic).  Eef.  also  to 
Eamdohr,  note  1. 

^ Virchow,  Krankhafte  Geschwiilste,  ii.  425,  (liver). 
For  other  references  see  Baumgarten,  Virchow’s  Archiv, 
1879,  Ixxvi.  487. 

Virchow,  Krankhafte  Geschwiilste,  ii.  468. 

’’  Manuel  d’HistoJ.  Path.  2nd  ed.  i.  228.  Baumgarten 
loc.  cit.)  denies  that  this  is  common. 

® Vu'chow,  Archiv,  Ixxvi.  488,  Ixxxvi.  198. 

® Deutsch.  Arch.  kl.  Med.  1879,  vol.  xxiv.  (figure). 

Martineau,  Bull.  Soc.  Anat.  1862. 
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Yircliow  ^ and  ^Yeber^  as  ‘ wliite  liepatisation,’  and  as  affecting  the  lungs  of  cliildren  in 
intra- uterine  life.  An  appearance  apparently  identical  was  described  still  earlier  by 
Cruveilbier  ^ as  a form  of  pneumonia  occurring  in  syphilitic  children,  and  its  association 
with  syphilis  was  later  asserted  by  Hecker,^  by  Lorain,  and  by  Robin  ° (who  named  it 
‘epithelioma  of  the  lung,’  and  traced  its  connection  with  syphilitic  pempliigns),  and 
also  by  Howitz  and  Wagner.^  It  has  also  been  found  in  the  lungs  of  the  adult  by 
Moxon,^  and  recently  by  Aderling.^  Lungs  in  this  state  are  distended  so  as  to  fill 
the  cavity  of  the  thorax,  and  bear  the  impress  of  the  ribs.  The  pleura  is  sometimes 
found  unaffected,  but  there  may  be  recent  inflammation  of  this  membrane.^'-’ 
They  occasionally  admit  of  partial  insufflation,  but  this  is  not  constant.  They  are 
dense,  and  usually  so  firm  as  to  resist  pressure,  although  in  some  cases  described  by 
AVeber,  the  finger  may  be  pressed  into  them  as  into  a fatty  liver.  They  may  be  four 
or  five  times  heavier  than  natural.  Their  colour  is  whitish  with  a shade  of  yellow. 
The  cut  surface  is  smooth  and  shining,  and  allows  but  little  fluid  or  debris  to  be 
removed  by  pressure  or  scraping.  The  lobular  texture  is  still  apparent,  and  the 
interlobular  tissue  is  sometimes  sliglitly  reddish.  The  bronchi  contain  a tough  mucus. 
The  bronchial  glands  are  enlarged,  greyisli,  homogeneous,  and  in  parts  present  a cheesy 
aspect.  The  extent  of  infiltration  varies  ; sometimes  the  whole  of  both  lungs  are  affected, 
sometimes  only  one,^^  and  sometimes  only  ])ortions.  When  the  affection  is  partial,  isolated 
spots  may  be  found  of  the  same  nature  in  different  parts,  varying  in  size  from  a pea 
to  a pigeon’s  egg  ; in  adjacent  parts,  more  recent  pneumonia  may  also  be  found. 
There  is  evidence  that  this  form  of  pneumonia  may  soften  into  cavities  and  even  become 
gangrenous  (Aloxon’s  case,  see  p.  127).  Looking,  however,  to  the  comparative  frequency 
with  which  cases  are  reported  in  which  physical  signs  of  pneumonia  have  disappeared  under 
an  anti- syphilitic  treatment,  it  may  be  questioned  whether  the  condition  last  described 
(and  which,  as  will  presently  be  mentioned,  presents  certain  histological  peculiarities)  is 
not  to  be  regarded  as  an  advanced  stage  of  a simpler  form  of  consolidation  of  the  nature 
of  chronic  grey  liepatisation,  which  may  advance  either  to  the  firm  white  hepatisation,  or 
else  to  excavation  liy  the  softening  of  caseous  nodules  of  gummata  scattered  through  the 
tissue.  Some  illustrations  of  tliese  are  found  in  Pancritius’  observations,  where  all  these 
latter  combinations  were  met  with,  and  where,  also,  still  earlier  stages  of  red  hepatisation 
were  occasionally  found.  But  no  distinctive  criteria  of  the  syphilitic  nature  of  either  of 
these  forms  have  yet  been  established,  and  it  is  possible  that,  in  these  earlier  stages,  the 
sjiecific  nature  of  the  disease  may  be  incapable  of  absolute  demonstration.^^ 

AVelch  has  described  a grey  infiltration,  closely  resembling  that  found  in  some  tuber- 
cular lungs. The  excavations  may  be  extensive  and  numerous,  surrounded  either  by 
caseous  or  white  nodules,  or  by  liamiorrhagic  extravasations.  Pancritius  lays  great  stress 
on  the  origin  of  these  consolidations  and  excavations  in  the  central  portions  of  the  lungs. 


' In  liis  Archiv,  i.  146,  and  also  ih.  \ol.  sv.  and  Kranh- 
liafte  Geschwillste. 

Path.  Anat.  cler  Neufjeborenen  uiid  SaaujUnge,  ii. 
47. 

^ Anat.  Path,  du  Corps  Humain,  liv.  xv.  pi.  ii.  and 
text.  Liings  of  a child,  bom  syphilitic  and  dying 
iniinediateJy ; the  lungs  could  not  be  insixfliated ; tliey 
were  greyisli-white,  and  indirrated  throughout.  Tliere 
was  a small,  cartilaginous  nodule  in  the  middle  of  one 
lung.  The  two  Imigs  weighed  3 ounces ; normal  weight 
2 ounces. 

'*  Verhand.  dcr  Berliner  gehurtshiitjlichc  Gcscllsch. 
lHo4,  viii.  130. 

^ Gaz.  Med.  de  Paris,  1855. 


Behrends,  Sgphilologie,  1862,  iii.  611. 

’ Archiv  dcr  Heilhunde,  1863,  vol.  iv. 

® Guy's  Hosp.  Pep.  1867,  case  12,  p.  368. 

® Deiitsch.  Arch.  klin.  Med.  1878,  xxi.  325. 

Greenfield,  Path.  Soc.  Trans,  vol.  xxvii.  See  Plate 
XXVII.  tigs.  6,  7,  and  description. 

" Wagner  found  both  lungs  affected  in  four  out  of  six 
cases. 

Greenfield’s  case. 

Kostlin,  Arch,  dcr  Hcilk.  vol.  xvii. 

Moxon’s  case,  loc.  cit. 

Pancritius,  TJeher  Lungcnsyphilis,  Berlin,  1887, 
obs.  C.  1,  p.  254,  C.  6,  p.  265. 

Alexander  Prize  Essay  1872,  p.  61, 
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Grandidier  ^ also  lias  made  the  remarkable  observation  that  in  twenty-seven  out  of  thirty 
cases  he  fonnd  the  middle  lobe  of  the  right  lung  attacked,  but  the  recorded  cases  of  other 
observers,  either  with  or  without  post-mortem  examinations,  shows  no  such  preponderant 
frequency  of  affection  in  this  part,  and  numerous  apical  and  basic  atfectious  are  recorded.^ 

Another  form  of  pneumonia  met  with  in  adult  syphilitic  patients  has  been  described 
by  Virchow,®  as  resembling  the  ‘ brown  induration  ’ of  heart-disease.  The  lungs  are  firm 
and  the  alveoli  are  filled  with  pigmented  epithelium.  Virchow,  in  his  large  experience, 
had  only  met  with  it  twice,  and  it  has  not  lieen  commonly  found  by  others.  Pancritius 
has,  however,  met  with  two  cases  in  which  the  lung  ^vas  indurated,  with  the  character  of 
‘ dried  liver.’  * 

The  relation  of  this  condition  to  syphilitic  processes  has  yet  to  be  elucidated.  I have 
met  with  a somewhat  similar  condition  in  a case  of  chronic  pulmonary  induration  in  a 
syphilitic  patient,  but  here  there  was  evidence  of  chronic  tuberculisation  (?),  and  the 
peculiar  pigmentation  described  by  Virchow  was  absent  (see  Case  3,  Ilaivkins,  Plates  IV. 
1,  and  XLII.  6,  and  description  of  latter). 

Lobular  Pneumonia  or  Broncho-pneumonia^  in  both  the  indurative  and  suppurative 
forms,  has  of  late  been  brought  increasingly  into  prominence  as  a manifestation  of  pul- 
monary syphilis.  It  must  be  remembered  that  most  of  the  changes  in  phthisical  lungs 
(in  which  no  question  of  syphilis  exists)  have  been  described  of  late  in  terms  practically 
identical  with  those  applied  to  the  supposed  syphilitic  processes,  and  this  in  the  period 
from  1860  to  1875,  at  least  among  German  and  among  many  French  writers.  The 
question,  as  regards  these  broncho-pneumonic  forms,  is  whether  they  owe  any  of  their 
individuality  to  syphilis — whether  or  not  they  originate  in  it — and  if  so,  whether  under 
these  circumstances,  they  present  any  characteristics  by  which  they  may  be  distinguished. 
1 confess  that  as  yet  I have  found  nothing,  in  the  descriptions  liitherto  given  of  their 
changes,  to  show  that  any  such  criteria  have  been  established.  P'ntil  this  is  accom- 
jilished,  the  question  must  be  regarded  as  still  sub  jiidice  whether  they  are,  or  not,  merely 
ordinary  phthisical  (or  as  I believe,  tubercular)  changes  occurring  in  syphilitic  persons. 

The  indurated  masses,  which  these  processes  form,  have  been  already  described. 
Forster®  observed  that  these  lobular,  or  broncho-pneumonias,  are  very  common  in  the 
lungs  of  children  who  are  the  victims  of  hereditary  sjq^hilis  and  die  soon  after  birth,  but 
that,  in  the  majority  of  cases,  they  are  identical  with  the  ordinary  forms  of  broncho-pneu- 
monia in  childhood.  In  some  of  these  cases  suppuration  occurred,®  in  others  induration 
with  thickening  of  the  interstitial  tissue,  but  in  the  latter  again  no  special  distinction 
is  drawn  from  chronic  tuberculisation.  A^irchow,  however,  remarks  that  in  his  experi- 
ence tubercle  is  not  found  in  foetal  lungs,'^  though  changes  such  as  Forster  has  described 
(and  which  are  ordinarily  considered  to  be  of  tubercular  nature)  may  commence  in  the 
lungs  of  children  dying  of  atrophy.® 


’ Berlin.  Min.  Wocli.  1875,  No.  15.  A case  of  this 
nature,  in  which  the  upper  lobe  of  the  left  lung  was 
attacked,  is  given  by  Beger,  Deutscli.  Arcli.f.  Min.  Med. 
1879,  xxiii.  619. 

KranMiafte  GeschivUlste,  ii.  470. 

® See  a synopsis  of  76  cases  by  Carlier,  Etude  do 
SijiAiilis  Puhnonaire,  Paris,  1882.  Pancritius  indeed  also 
gives  clinical  evidence,  apart  from  post-mortem  observa- 
tion, of  a frequent  commencement  of  physical  signs  in 
the  central  portions  of  the  lung,  and  several  of  his  cases 
presented  cavities  in  the  central  parts,  though  others 
showed  both  apex  and  basic  affections. 

* Loc.  cit.  obs.  A.  4,  p.  89,  C.  10,  p.  282. 


® Wiirzhurg.  med.  Zeitsch.  iv.  4. 

A suppurative  lobular  pneumonia  had  been  earlier 
described  by  Cruveilhier  as  occurring  m the  lungs  of 
syphilitic  children,  and  as  holding  an  intermediate  place 
between  tubercle  and  intlammation.  {Atlas  Anat.  Path. 
liv.  XX.  pi.  ii). 

’ KranMiafte  Geschwulste,  ii.  469. 

® Virchow,  ‘ Constitutionell.  syph.  Affectionen,’ A rc7wv, 
XV.  3-12.  . How  doubtful  this  point  remains,  is  shown  by 
the  fact  that  'Wagner  claimed  as  syphilitic  a case  that 
Virchow  had  described  as  tubercixlar,  and  which  Virchow 
later  still  maintained  to  have  been  of  the  latter  nature. 
(See  KranMiafte  GeschivUlste,  ii.  465.) 
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Welch  has  described  syphilitic  pneumonia  in  ditferent  terms  from  those  employed  by 
most  other  writers  on  this  subject,  and  from  his  large  opportunities  of  observation,  his 
descriptions  deserve  careful  consideration  from  pathologists.  He  does  not  appear  to  have 
met  with  white  hepatisation,  but  regards  the  syplhlitic  pneumonias  as  lobular,  although 
tending  to  confluence,  and  distinguished  l)y  the  following  features  : ‘ the  marked  limi- 
‘ tation  of  the  diseased  strand,  the  variation  in  degree  of  the  affected  parts,  and  the 
‘ absence  of  all  marked  congestive  oedema  or  swelling  in  the  surrounding  tissue. 
‘ The  tissue  is  not  diminished  in  firmness,  and  the  colour  varies  from  a pale  liver  to 
‘ almost  waxy  white,  the  latter  interspersed  among  the  former,  with  portions  inter- 
‘ mediate  in  hue.  The  pale  portions  average  about  one-third  of  an  inch  in  diameter, 
‘ and  are  often  arranged  in  a serpiginous  manner  among  the  less  advanced  disease  or 
‘ even  ramify  among  cre})itant  normal  parenchyma.  It  is  evident  that  the  lesion  is 
‘ lobular,  very  variable  in  dispersion,  of  different  stages,  and  approaching  chronic  in 
‘ character  ; there  is  but  little  if  any  undue  vascularity  in  connection  with  it.  Looking 
‘ at  these  lobules  with  a handdens,  some  of  the  component  vesicles  will  be  observed  to 
‘ project  above  the  cut  surface  ; others  are  uniform  with  it  ; others  are  depressed  beloAV 
‘ the  general  level ; the  intervesicnlar  textures  are  very  prominent  ; there  is  a firm,  glis- 
‘ telling  aspect  pervading  all.  The  microscope  shows  vesicles  swollen  out  with  cell-con- 
‘ tents,  other  sparsely  occupied,  others  empty,  the  fibrous  framework  decidedly  in  excess.’ 
Welch  adds  that  this  is  not  the  only  form  of  pneumonia  observed  in  syphilis.  ‘ It  is, 

‘ however,  far  from  uncommon,  seems  to  accompany  the  evolution  of  the  virus,  and  is 
‘ regarded  as  dependent  on  it.  It  is  the  form  with  which  this  variety  (the  caseous)  of 
‘ pulmonary  consumption  is  linked  as  a sequel,’ 

From  W^elch’s  description,  as  here  quoted,  and  also  as  given  in  subsequent  passages, 
it  would  appear  that  he  regards  a caseating  pneumonia  from  which  gummata  are  absent 
as  a specifically  syphilitic  lesion.  I shall  endeavour  to  show  hereafter  that  these  caseating 
jmeumonias  must  be  for  the  most  part  regarded  as  being  of  tubercular  nature,  and  again 
I venture  to  raise  the  question  whether  such  conditions,  when  found  in  syphilis,  are  not 
accidental  concomitants,  representing  ordinary  phthisis  in  a syphilitic  subject,  rather  than 
anything  specially  due,  as  Welch  believes,  to  the  virus.  I have,  it  is  true,  met  with 
analogous  conditions  in  syphilitic  persons  (see  Case  23,  Lloyd,  XII.  and  XXXIX.  1). 
Three  other  cases  of  acute  pneumonic  phthisis  illustrated  in  the  Atlas  had  also  suffered  at 
earlier  periods  from  venereal  sores,  and  one  from  a sore-throat  (viz.  Case  22,  Gardiner, 
XI.  and  XXXIX.  3).  These,  however,  as  will  be  seen  hereafter,  presented  typical 
tubercular  characters,  and  differed  in  no  respect  from  two  other  cases  of  acute  caseous 
pneumonia  where  there  was  no  suspicion  of  syphilis  {Case  19,  Griffin,  X.  1,  2,  3,  I ; 
XXXVI.  XXXVII.,  and  Case  24,  Hall,  XIV.  2,  and  XXXA^III.  8).  Two  other  cases 
of  destructi'm  pneumonia  had  also  a syphilitic  history  {Case  15,  Scarrow,  VII.  3,  and 
Case  IS,  Brodiich,  XIII.  3,  4).  The  latter  will  be  made  the  subject  of  special  discussion, 
but  the  former  differed  in  no  respect  from  other  forms  of  yellow  tubercle.  As  yet  no  one 
has  shown  that  ‘ caseous  pneumonia  ’ can  be  regarded  as  specially  or  exclusively  syphilitic, 
or  that,  when  occurring  in  syphilitic  subjects,  it  presents  any  peculiar  features.  Until  this 
is  accomplished,  I believe  that  its  special  association  with  the  syphilitic  poison  must  be 
regarded  as  doubtful.  Moxon  regards  gangrene  as  an  occasional  result  of  syphilitic 
pneumonia.^ 

' Ginj's  Hnsp.  Brp.  18G7,  p.  372.  A case  of  gangrene  late  Dr.  Bndd  {Dis.  Liver,  p.  419).  It  is  probatle  that 
of  the  lung  in  a syphilitic  subject  is  described  by  the  m this  instance  the  gangrene  had  a pya?mic  origin. 
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Syphilitic  Indurations. — Cicatricial  contractions  of  the  lung  from  thickening  of  the 
interlobular  tissue,  limited  to  the  lower  lobe,  and  producing  changes  and  appearances 
closely  resembling  those  found  in  syphilitic  contractions  of  the  liver,  were  first  noticed  by 
Dittrichd  A remarkable  case  of  an  analogous  character  was  shortly  afterwards  published 
by  Tidal  de  Casis,^  where  tliickening  extended  inwards  around  the  bronchial  tubes  of  the 
lower  lobes,  forming  an  indurated  mass  resembling  a periostitis.  Since  this  period  many 
fibroid  indurations  of  the  lung  have  been  ascribed  to  syphilis.  They  may,  according  to 
the  descriptions  given,  be  classified  in  four  chief  groups,  (u)  Thickening  extending 
from  the  hilus  around  the  bronchi  and  vessels,  {h)  Isolated  masses  of  fibroid  tissue 
found  in  different  portions  of  the  lung,  (c)  Diffuse  changes,  occupying  the  whole 
or  the  greater  part  of  one  lung.  (<i)  Peculiar  puckerings  and  thickenings  around 
cavities. 

(«)  The  most  typical  and  characteristic  forms  are  those  of  the  first  class.  In  some 
instances,  as  in  A^idal’s  case,  the  extension  is  decidedly  peribronchial,^  and  occasionally 
pi'oceeds  from  the  trachea  through  the  mediastinum  ; ^ in  others  it  has  been  traced  down 
the  bronchial  sheatli  into  tlie  puluionary  tissue.^  It  has  also  been  traced  along  the  blood- 
vessels,*^ or  along  these  and  the  bronchi  simultaneously  ; ^ while  in  others  it  has  extended 
inwards  from  the  root  of  the  lung,  causing  extensive  induration,  and  has  then  been 
associated  with  much  thickening  and  puckering  of  the  pleura.®  The  tissue  forming 
this  induration  is  described,  in  some  cases,  as  being  remarkably  vascular  (Greenfield  and 
Goodhart).  The  vascularity  of  the  growth  in  early  stages  has  been  noticed  by  other 
observers  in  the  more  diffuse  forms. ^ 

(b')  The  appearance  of  isolated  nodules  of  fibroid  tissue,  found  in  different  portions 
of  the  lung,  is  open  to  more  fallacy  and  is  less  certainly  of  syphilitic  origin,  since  such 
nodules  may  be  only  the  remains  of  various  antecedent  processes,  particularly  of 
obsolescent  tubercle.  Allusion  has  already  been  made  to  the  indurated  masses,  whicli, 
as  ATrchow  remarked,  are  scarcely  if  at  all  distinguishable  from  these,  or  from  the  chronic 
indurations  produced  by  the  inhalation  of  dust,  as  in  the  ^ grinder’s  phthisis.’  When, 
however,  such  nodules  occur,  without  other  evidence  of  phthisical  change,  in  the  middle 
or  lower  parts  of  the  lung,  there  would  appear  to  be  strong  reason  to  regard  them  as 
specific  in  origin.’^  In  some  of  the  recorded  instances,  caseous  spots  may  be  found,  and 
in  others  a tendency  to  secondary  ulceration — conditions  which  again  raise  doubts  as 
to  their  nature,  but  which  are  doubtless  compatible  with  a syphilitic  origin.  It  is 
probable  that  in  some  of  these  instances  the  masses  found  in  a later  stage  to  be 
fibroid,  may  have  commenced  as  gummata  or  in  some  form  of  chronic  pneumonia. 
A support  to  this  latter  view  is  afforded  by  a case  of  Beer’s, where  the  change  was 
actually  found  to  be  progressing.  It  would  appear  to  me  not  improbal^le  that  the  illus- 
tration given,  in  Plates  XT.  and  XX.  3,  and  XLII.  7 {Case  29,  Brown),  of  fibroid  change 
extending  from  the  hilus,  may  have  belonged  to  the  same  category.  In  some  cases  also 


^ Prager  Vierteljalirsclir.  1850,  xxvi.  42.  See  also 
Wilks,  loc.  cit.  Another  case  is  given  by  tVagner,  Arch. 
(Lev  Heilkunde,  vol.  iv. 

^ Malacl.  Vcneriennes,  1855,  quoted  by  Lancereaux, 
Traits  de  la  Sygdiilis,  p.  430. 

^ 'Welch,  loc.  cit.  p.  65,  relates  a remarkable  case  in 
which  indurated  syphilitic  ulceration  extended  down  the 
interior  of  the  bronchial  tubes,  and  was  associated  with 
caseous  masses  in  the  lung. 

* Moxon,  Guy's  Hos}).  Beg}.  18G7,  ji.  338. 

® Pye-Smith,  Path.  Soc.  Trans,  xxviii.  354.  Colomiati, 
Wien.  7)ied.  Woch.  1878,  No.  28, 


® Payne,  Path.  Soc.  Trans,  vol.  xxv. 

’ Greenfield,  Path.  Soc.  Trans,  xxviii.  258  et  seq.  ; 
Tiffany,  Amer.  Joiirn.  Med.  Science,  July,  1877. 

® Mahomed,  Path.  Soc.  Trans,  xxviii.  340. 

® Andrea,  Lungenaffectionen  sygAiilitischer  Kinder, 
Diss.  Wurzburg,  1878,  p.  31. 

See  Virchow,  Kranhhafte  Geschivulste,  ii.  465, 
also  Schutz,  in  Klebs’  Beitrdge  Path.  Anat.  1878,  Hft.  i. 
58;  Goodhart,  Path  Soc.  Trans.  1874,  xxv.  31,  and  ibid. 
xxviii.  case  2,  (induration  of  both  bases)  ; Beer,  Die 
Eingeiveide  STjphilis,  pp.  75,  149. 

“ Beer,  loc.  cit,  p.  150, 
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fibroid  tbickenino:s  have  been  found  extendino;  into  tiie  luno-  from  tlie  nodular  masses  in 
tbe  pleura.' 

(c)  More  general  fibroid  change  has  been  found  in  the  lungs  of  syphilitic  children," 
and  by  such  cases  a presumption  is  afforded  that  the  lesion  may  have  this  specific 
origin  in  other  instances.  In  these  cases  it  begins  in  the  interlobular  tissue,  and  thence 
extends  to  the  alveolar  walls. ^ Induration  of  tlie  whole  of  one  lung,  with  bronchial 
dilatation,  has  been  attributed  to  this  cause  both  in  syphilitic  children"^  and  in  adults.''’ 
At  the  same  time,  it  must  l)e  remembered  that  the  large  proportion  of  all  cases  of 
fibroid  induration  of  the  luno;  are  due  either  to  chronic  tuberculosis  or  to  chronic 
pneumonia. 

{(I)  A peculiar  puckering  around  a cavity  has  been  described  by  T.  H.  Green,*’  as 
significant  of  syphilis,  but  in  the  case  in  question  no  otlier  evidence  of  the  condition 
existed  than  the  shape  of  the  incisor  teeth.  GoodharG  is  disposed  to  believe  that  fibroid 
changes  found  in  tlie  lungs  of  syphilitic  patients,  are,  to  a great  extent,  due  to  the  consti- 
tutional disease.  In  189  cases  of  visceral  syphilis,  he  found  prominent  fibroid  changes  in 
the  lung  in  twenty- six,  of  which,  however,  six  contained  tubercles.  Even  when  the  latter 
are  deducted,  a doubt  must  remain  whether  some  of  the  remaining  twenty  may  not  have  had 
a tubercular  rather  than  a syphilitic  origin,  and  this  doubt  must  specially  be  felt  with  regard 
to  such  changes  situated  in  the  apices.  Goodhart  lays  special  stress  on  the  bilateral  sym- 
metry of  this  lesion.  It  must,  however,  be  remarked  that  this  presents  a marked  contrast 
to  the  ordinary  history  of  gummata  and  of  other  syphilitic  affections.  Lanceraiix,  indeed, 
has  stated  the  precise  converse,  viz.  that  a unilateral  phthisical  affection  affords  grounds 
for  suspicion  of  syphilis.  A bilateral  character  would  suggest  rather  a tubercular  than  a 
specific  origin  of  such  induration,  altliough,^>er  tw  fir  a,  unilateral  plitbisical  affections,  when 
the  disease  is  chronic,  are  not  altogether  uncommon.  Finally  it  must  be  remembered 
tliat  Rindfleisch  ascribes  to  sypliilis  an  influence  in  producing  fibroid  induration  in  tuber- 
cles. This  theory  appears,  however,  to  require  a proof  winch  it  would  be  difficult  to  render 
positive.® 

Changes  in  the  lymphatics  of  tlie  lung  were  first  described  by  Hermann  Weber  ® as 
among  the  occasional  phenomena  of  syphilis.  They  presented  on  section  the  appearance 
of  pale  yellow  spots  which  were  found  to  be  masses  of  coagulated  lymph,  partl}^  caseous, 
containing  enlarged  lymph-cells  and  granular  corpuscles.  The  bronchial  glands  were 
enlai'ged  to  the  size  of  a ])igeon’s  egg  or  hazel-nut.  Some  of  those  of  larger  size  were 
softened  and  ci’eamy ; others,  which  were  less  enlarged,  had  a marbled  appearance,  due  to 
lardaceous-like  tissue  interspersed  with  very  vascular  tracts.  A very  similar  condition 
has  been  described  by  Cornil,’*^  where  also  there  was  chronic  inflammation  both  of  the 
l)ronchial  and  lymphatic  glands.  In  both  these  cases  it  is  probable  that  the  changes  in 
the  lympliatics  were  secondary  to  those  in  the  glands  [see  Interstitial  Pneumonia).  Ivind- 
fieisch,  in  describing  a fomi  of  miliary  tuberculosis  as  syphilitic  {see  ante,  p.  121),  regarded 
these  spots  as  of  lymphatic  origin,  but  only  apparently  so  far  as  he  attributes  a similar 
origin  to  other  forms  of  miliary  tuberculosis. 

' Beer,  ih.  case  7,  p.  (32.  Path.  Soc.  Trans.  1873,  xxiv.  31. 

- Amlral,  case  1,  p.  10  (figured).  ’ Ibid.  1877,  vol.  xxviii. 

® Fouruier,  Gag.  Hehdom.  1875,  p.  7(30.  ® liiiidtleisch,  Ziemssen's  Handhucli,  v.  161. 

" Andrea,  ^oc.  cfi.  case  i.  p.  19.  » Path.  Sue.  Trans.  186(3,  xvii.  153:  two  plates  of 

Lancereaux,  Tralfe  de  la  Syphilis,  pp.  326-30.  aiipearaiices  in  lungs,  bronchial  glands,  and  liver. 
Pye-8uiith,  Path.  Soc.  Tra.ns.  1877,  xxviii.  334.  A case  Bull.  Soc.  Mid.  des  Hop.  1874,  xi.  144. 

of  unilateral  induration  of  one  lung  in  a syphilitic  patient 
is  given  by  Williams,  Consumption,  case  85,  p.  238. 
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Microscopic  Appearances  ; (a)  Gurnmata.  These  consist,  in  the  earlier  stages,  of  a 
swelling  of  the  alveolar  walls,  which  passes  into  a fibroid  tissue  mingled  with  fusiform 
cells,  and  sometimes  Avith  small,  round  cells.  Von  Cube^  regards  the  latter  as  charac- 
teristic, and  among  them  he  has  found  also  giant-cells. 

Green  thinks  that  this  growth  of  small  cells  proceeds  mainly  around  the  inter- 
lobular blood-vessels,  thus  distinguishing  it  from  tubercular  formation,  but  there  is  evi- 
dence that  syphilitic  neAV-formation  also  takes  place  in  the  bronchial  wall,  Avhere  it  may 
even  form  prominences  under  the  submucous  tissue,  and  in  some  cases,  as  shown  by 
GoAvers,  the  extension  may  be  chiefly  along  the  course  of  the  bronchioles. 

The  growth  in  some  places,  as  seen  by  the  Avoodcut  (Fig.  40),  tends  to  form  isolated 
masses  of  small-celled  formation.  The  epithelium  of  the  alveoli  presents  some  prolifera- 
tion, but  only  to  a moderate  degree.  Evidence  of  inflammatory  change  is,  however,  seldom 
wanting  (see  XXVII.  2,  a).  From  this  small-celled  growth,  fibroid  change  proceeds,  as 
seen  in  XXVII.  1 and  5 (which  are  cfi'awn  from  sections  of  a gumma  kindly  lent  me  by 
Ih'.  Goodhart).  The  small-celled  growth  forms,  in  places,  dense  masses,  as  at  h,  fig.  2. 


Fig.  40.—  Syphilitic  growth  in  the  lung,  a a,  small-celled  syphilitic  growth  ; h,  mixed  growth  and  pneumonic 
products  in  centre  of  the  air-cells  ; c,  commencing  caseation  of  new-growth ; d,  infiltration  of  alveolar 
walls  ; e,  interior  of  large  bronchus  with  thickened  walls,  the  inner  portion  of  which  is  plicated ; /,  a 
thickened  smaller  bronchus  along  which  the  growth  is  extending. — Gowers,  ‘ Syphilitic  Diseases  of  the 
Lung,’  Path.  Soc.  Trans.,  xxviii.  330. 

Between  these,  a reticulum  of  fibres  gradually  forms  (as  at  a.  fig.  1),  and  this  reticulum 
thickens  (bb,  fig.  1 ; c.  fig.  2),  enclosing  within  its  meshes  groups  of  cells  (c,  d.  fig.  1) 
AAdiich  may  remain  a single  or  double  nucleus  in  the  interstices  of  the  reticulum  (/,  (/, 
fig.  1),  and  finally  only  as  oval  nuclei  imbedded  in  broad-banded  fibres  (k,  fig.  1).  In 
some  places,  the  cells  are  seen  to  assume  a stellate  form  (hhh,  fig.  1,  ff,  fig.  2),  with 
branching  fibres,  probably  the  commencement  of  a lymph-canalicular  system,  which  is  seen 
more  highly  developed  in  figs.  3, 4,  and  5 (XXVII.).  The  reticulum  gradually  thickens  into 
broad-banded  fibres,  highly  refracting,  from  the  interstices  of  Avhich  the  cell-growth  gra- 
dually disappears  (d,  fig.  2 ; b,  fig.  1),  or  only  remains  as  elongated  processes  in  the  centre 
of  the  spaces.  The  final  development  is  to  an  almost  homogeneous  structure  (such  as 
is  seen  in  figs.  3 and  5)  of  broad-banded  fibres,  betAA^een  Avhich  stellate  cells  form  a lymph- 

' Virchow’s  Archiv,  1880,  vol.  Ixxxii.  See  also  a case  by  Sydney  Coupland,  Path.  Soc.  Trans.  1876,  vol.  xxvii.,  in 
which  these  small  roimd  cells  predominated.  ^ Green,  Path.  Soc.  Trans,  xxviii.  333. 
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canalicular  system.  In  its  later  stages,  tins  thickening  presents  the  characters  seen  in 
XXYI.  8 (drawn  from  another  specimen  of  gumma  from  the  same  lung  as  that  de- 
scribed by  Dr.  Gowers).  Here  the  same  arrangement  of  broad-banded  interlacing  tibres 
is  seen,  and  this  in  many  places  has  proceeded  to  the  complete  obliteration  of  the  whole 
alveolar  structure.  In  other  parts  the  alveoli  can  still  be  seen  greatly  narrowed  ; in  some 
(a,  a)  destitute  of  epithelium,  in  others,  (/>,  b)  still  crowded  with  epithelial-like  cells, 
Avhile  in  other  parts  again  (r,  c)  the  invasion  of  the  alveoli  and  their  gradual  obliteration' 
by  the  broad-banded  hbro-nucleated  growth  can  be  traced.  Thickening  of  the  blood 
vessels  can  also  be  seen  {<!).  Among  the  small-celled  growth,  giant-cells  have  been  seen 
by  A^on  Cube,^  and  also  by  Mahomed."'^ 

It  is  probable  that  these  eases,  in  which  the  fibroid  change  is  thus  distinctly  marked, 
are  such  as  have  a tendency  to  pass  into  cicatricial  tissue  ratlier  than  into  caseation. 
Gowers  found  some  tendency  to  caseation  in  parts  of  the  specimen  which  he  examined 
(fig.  40,  c).  In  the  more  marked  case  of  this  change  figured  in  IT.  lA'h  fig.  2 the  speci- 
men was  lost,  and  no  full  hccount  has  yet  been  furnished  of  the  metamorphosis,  but  it  is 
easily  intelligible  that  necrosis,  instead  of  fibre-growth,  should  occur  in  a tissue  so  entirely 
non-vascular,  and  that  this  necrosis  should  present  the  caseous  transformation,  and  sub- 
sequently pass  into  softening. 

(n)  The  Si/philiitc  Il/ewhonias,  or  diffuse  syphilomata,  have  been  already  described, 
except  in  the  case  of  the  white  hepatisation  of  the  lungs  of  childhood.  The  characteristic 
change  in  this  condition  is  very  closely  akin  to  that  observed  in  gummata.  The  essential 
feature  is  the  thickening  of  the  alveolar  walls  and  interlobular  tissue  by  a growth,  con- 
sisting of  small  cells  mingled  with  fusiform  cells,  and  in  some  cases  highly  vascular  ; ^ it 
may  form  prominences  in  the  interior  of  the  alveoli.  Fibre-tissue  is  not  always  formed 
from  this  growth,^  but  in  some  cases  it  is  very  conspicuous,  and  may  resemble  the 
bands  existing  in  the  gummata  ; this  is  well  seen  in  the  drawing  given  by  Greenfield 
(see  XX^HI.  6 and  7),  and  it  is  also  shown  in  drawings  by  A"on  Biirensprung ■’  and  by 
Thierfelder.'* 

The  changes  undergone  by  the  epithelium  of  the  alveoli  are  variously  described.  Pro- 
bably they  differ  accoialing  to  the  stage  of  the  disease.  ATrchow  and  Weber  ^ observed 
its  proliferation,  while  AYagner  remarked  that  nothing  could  be  removed  by  brushing  the 
surface  of  a section  of  the  lung.  Lorain  and  Robin,®  on  the  other  hand,  found  such  an 
extensive  multi|)lication  of  the  epithelium  that  they  described  the  change  as  an  e])ithe- 
lioma.  This  process  is  also  illustrated  in  Greenfield’s  drawing  (XX\TI.  7),  though  in 
this  case  it  does  not  prevail  to  a consideralffe  extent. 

The  subcutaneous  tissue  of  the  bronclii  has  been  found,  by  Yhpgner,  infiltrated  with  a 
small-celled  growth  similar  to  that  seen  in  the  gummata.  In  a form  of  ]>neumonia,  which 
Colondatti  regards  as  syphilitic,  but  which  does  not  ap}>ear  ]n’ecisely  to  correspond  with 
this  white  hepatisation,  he  has  found  giant-cells  both  in  the  interstitial  tissue  and  also  iu 
the  interior  of  the  alveoli.^ 

The  fihrmtl  form  ]iresents  the  least  marked  characteristics.  It  lias  been  found,  how- 
ever, b}^^  Goodhart  and  Alahomed  proceeding  by  a small-celled  growth  in  the  walls  of  the 


’ JjOc.  cit. 

^ Path.  Snr.  Trans.  1877,  xxviii.  33U.  Eef.  also 
Banni^arten,  Virchow’s  Archiv,  lxx\i.  487. 

^ Andrea,  Liingniaffectionen  si/plrilitischer  Kindcni, 
ohs.  A.,  obs.  N ; also  an  illustrati(n)  by  Coriiil  and 
llanvier,  ManacI  (Vllistol.  PatJiuhx/ignc,  2nd  ed.  1881. 
ii.  221. 


■*  Wagner.  Arclriv  cler  Hcilliundc,  1863.  iv.  3.'')'.). 

^ Von  Barensprung,  Die  Hcred.  Sypli.  Taf.  vii. 

Atlas  Path.  PListoI.  1872,  Lief.  i.  Taf  v.  fig.  3. 

^ Virchow’s  Archiv,  i.  146. 

® Gaz.  Med.  de  Paris,  18.5.7. 

” Wien,  iiicd.  Presse.  1878,  No.  28.  The  original  of 
this  has  been  inaccessible  to  me. 
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alveoli,  which  are  thickened  by  it  and  sometimes  show  epithelial  proliferation  of  their 
contentsd  Mahomed  has  also  seen  this  m-owth  foruiino-  nodnlar  masses,  in  which  o-iant- 
cells  Avere  found,-  and  whence  the  fibroid  change  extended.  The  vascularity  of  this 
fibroid  growth  has  been  already  noticed.  In  their  later  stages,  the  fibroid  growths, 
attributed  to  syphilis,  have  not  been  described  as  offering  any  special  peculiarities, 
and  the  recognition  of  their  syphilitic  origin  (which  is  still  doubtful  in  many  instances) 
must  depend  rather  on  their  distribution  than  on  their  histological  characters. 

Syphilitic  Phthisis. — It  may  here  be  perhaps  desirable  to  append  a few  remarks  on  the 
so-called  ‘ syphilitic  phthisis.’  Apart  from  the  phthisical  symptoms  caused  by  a purulent 
bronchitis,  with  pyrexia,  in  the  syphilitic  patient,  Avhich  may  occasionally  progress  to  a 
chronic  condition  of  pulmonary  consolidation,  and  has  not  yet  been  elucidated  by  post- 
mortem examination  ^),  the  anatomical  changes  implied  by  this  term  must  be  among  those 
which  have  noAv  been  enumerated.  I have  already  ventured  to  express  the  opinion  that, 
in  a large  number  of  the  cases — both  of  small  nodular  masses  described  as  broncho- 
])neumonia,  of  peribronchitis,  and  of  fibroid  induration — the  disease  found  was  of  a 
tubercular  rather  than  of  a syphilitic  origin.  That,  on  the  other  hand,  a phthisical 
affection  may  originate  from  the  effects  of  the  syphilitic  virus  on  the  lung,  is  esta- 
Idished  in  two  directions.  First,  by  the  evidences  of  the  cure,  through  an  anti -syphilitic 
treatment,  of  consolidation  associated  with  phthisical  symptoms  in  infected  subjects, 
— evidence  which  is  abundant  in  medical  literature.  Secondly,  by  the  formation  of 
cavities  without  any  association  with  tubercle,  to  which  allusion  has  already  been  made  ; 
these  may  have  originated  either  in  gummata,  or  in  more  diffuse  forms  of  pneumonia.^ 
These  are,  however,  the  only  indubitable  forms,  and  their  distinction  rests  rather  on  the 
naked-eye  appearances  than  on  the  histological  structure.  In  the  latter  the  resemblance 
lActween  tubercular  and  syphilitic  formations  is  very  striking,  and  is  so  close  that  positive 
criteria  cannot  yet  be  established  between  them.  Thus  Gowers’  figure  of  a gumma 
{see  Fig.  40,  p.  130)  presents  a very  close  analogy  to  the  formation  of  the  series  of  grey 
granulations  (compare  XXVIII.  4 and  5),  while  Greenfield’s  figure  of  syphilitic  pneu- 
monia (XXVII.  7)  and  Goodhart’s  of  progressive  fibroid  induration,^  very  closely  resemble 
some  forms  of  tubercular  pneumonia  {see  XXXA’^III.  8,  and  XXXVII.  7).  The  fibroid 
structure  of  gummata  {see  XXVII.)  resembles  not  only  the  characters  of  typical  in- 
durating tubercular  granulations  (compare  XLIl.  2),  but  the  more  extensive  invasion 
of  the  alveoli  (in  XX^M.  8)  has  its  analogy  also  in  chronic  phthisis  (see  Case  30,  Carr  ; 
XLI.  1),  while  the  mode  of  extension  of  the  fibroid  growth,  as  described  by  Mahomed,  has 
a remarkable  analogy,  even  to  the  presence  of  giant-cells,  Avith  some  forms  of  tubercular 
growth.  Scarcely  any  writer  who  has  treated  on  this  subject  has  failed  to  notice  the  close 
correspondence  of  the  histological  characters  of  the  two  diseases  ; Cornil  and  EanAuer 
even  remark  that  in  most  cases  described  as  pulmonary  syphilis  they  have  been  unable 
To  find  any  characters  conclusively  distinguishing  the  lesion  from  tubercle. 

In  the  discussion  on  syj)hilis  at  the  Pathological  Society,  Greenfield  ^ pointed  out  the 
folloAving  features  as  distinctive  : — that  the  syphilitic  growths  are  more  vascular,  and 
that  the  cells  are  larger,  less  crowded,  and  more  mingled  with  fusiform  cells  than  in 

' Gooclliart,  Path.  Soc.  Trans.  1877,  xxviii.  313,  and  may  have  had  this  origin.  Two  of  them  were,  how- 
pi.  xvii.  ever,  tubercular.  They  all  showed  cavity-formation  in 

® Mahomed,  Path.  Soc.  Trans.  1877  xxviii.  339.  the  middle  of  the  hmgs. 

® AValshe,  Dis.  Lungs,  1871,  pp.  231-2.  ® Path.  Soc.  Trans,  vol.  xxviii.  pi.  xvii. 

It  appears  to  me  not  unprobable  that  a remark-  **  Cornil  and  Eanvier,  Manuel  d’Histol.  Path.,  ed. 

able  series  of  cases  of  ulcerative  pjieumonia  descrilied  1881,  i.  232. 

by  Aufrecht  {Path.  Mittheilungc7i,  Magdeburg,  1881)  ^ Path.  Soc.  Trans,  xxviii  277. 
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tubercle.  This,  however,  is  only  a question  of  degree,  and  in  both  syphilitic  new-forma- 
tions  and  tubercular  growths,  considerable  variations  are  met  with  in  each  of  these  par- 
ticulars. Pye- Smith,  in  the  same  discussion,  admits  that  the  only  ground  for  the  patho- 
logical diagnosis  of  the  nature  of  the  fibroid  change  is  that  afforded  by  the  history  of 
syphilis,  the  presence  of  similar  changes  in  other  organs,  and  the  absence  of  tubercle.  But 
this  latter  distinction  will  scarcely  a])ply  when  bodies  are  found  in  numbers  in  the  lungs 
which  are  otherwise  indistinguishable  from  tubercular  granulations.  Goodhart^  has  pub- 
lished drawings  of  ‘ indubitable  tubercle,’  spreading  from  caseous  masses  which  lie  regards 
as  gummata,  but  which  histologically  were  also  indistinguishable  from  tubercular  forma- 
tions. His  figures  show  also  a close  identity  with  appearances  which  are  very  commonly 
found  in  ordinary  phthisis,  and  if  his  conclusions  are  correct,  w'^e  must  admit  one  of  three 
things- — either  that  syphilis  can  actually  produce  tubercle  (a  proposition  which  has 
been  before  affirmed,^  but  which  I must  regard  as  doubtful)  ; or  that  it  can  produce 
changes  both  to  the  naked  eye  and  to  tlie  microscope  indistinguishable  from  tubercle,  a- 
view  which  has  no  parallel  in  any  other  organ  than  the  lung,  and  from  which  I also 
venture  to  differ  ; or,  finally,  that  these  appearances  are  only  cases  of  ordinary  tubercular 
change  occurring  in  a syphilitic  subject.  The  last  opinion  appears  to  me  the  most 
probable.^ 


CANCER  OF  THE  LUNG. 

Plates  NXIl.  figs.  5 and  6 ; XNIII.  fig.  2“^  ; XXIV.  figs.  3 and  4,  XLY. 


Thk  lungs  may  be  the  subject  of  nearly  every  known  form  of  morbid  growth,  but  in 
most  instances  these  are  secondary  to  similar  affections  in  other  organs.  Many  are 
comparatively  of  great  rarity,  and  I shall  here  only  describe  the  recognised  forms  of 
genuine  cancer.  I shall  not  describe  mediastinal  tumours  as  a class  in  this  place. 

Cancer  of  the  lungs  occurs,  in  its  more  marked  characteristics,  in  two  chief  forms,  viz. 
as  nodules  and  as  infiltration.  Histologically  it  assumes  two  chief  types  : cancer  in  the 
ordinary  r5ense  of  the  word,  and  epithelioma.  1 use  these  rvords  in  their  common  signi- 
ficance, fully  awuire  that  the  definitions  of  both  are  as  }mt  a matter  of  discussion.  The 
differences  of  opinion  respecting  them  are,  however,  of  only  secondary  importance  in 
])ulmonary  pathology.  In  fact,  primary  cancer  of  the  lung-tissue  is  rare,  and  clinically, 
except  in  a few  infrequent  instances  of  such  disease,  the  chief  importance  of  malignant 
intrathoracic  growths  depends  on  tliose  occurring  in  the  mediastina.  These  are  for 
the  most  part  sarcomata  of  glandular  origin  or  lyinphadenomata.  and  their  direct  effects 
are  chiefly  produced  by  pressure,  sometimes  indeed  on  the  lungs,  but  with  nearly  equal 
frequency  on  other  parts.  All  forms  of  cancer  have  been  occasionally  found  in  the  lung, 


’ See  Path.  Soc.  Trans.  1879,  xxx.  23‘2  et  seq.  (two 
plates),  and  Lancet,  1878,  ii.  809,  for  discussion  on  these 
appeara,nces. 

Von  Ihirensprung  {Dcntsche  KUnih,  1858,  p.  170), 
who  refers  prol)ably  to  the  caseous  change.  See  also 
Jonathan  Hutchinson,  Trans.  Path.  Soc.  1870,  xxvii. 
354,  on  the  absolute  non-idejitity  of  syphilis  on  the  one 
hand  and  tubercle  and  scrofula  on  the  other. 

® A similar  view  has  been  expressed  by  Hilton  Fagge, 


Trans.  Path.  Soc.  1870,  xxvii.  382.  Pye-Smith  {ibid. 
1877,  xxviii.  334)  has  stated  that  in  his  opinion  most  of 
the  cases  of  so-called  syphilitic  phthisis  are  instances  of 
‘ true  tubercular  phthisis  in  a syphilitic  subject,  winch 
runs  its  course  uninfluenced  by  the  latter  disease.’ 

‘ This  figure  should  be  pro2)erly  classified  as  a small - 
celled  sarcoma,  probably  of  mediastinal  origin ; a class 
which  I shall  not  attempt  here  minutely  to  describe. 
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but  colloid  and  melanotic  cancers  have  hitherto  only  been  met  with  as  secondary  growtiis, 
except  in  one  case,  cjuoted  by  Walshe,  where  primary  colloid  and  encephaloid 
coexisted.^ 

Colloid  Cancer  is  generally  described  as  resembling  the  same  disease  in  other  parts,  a 
semi-transparent,  soft,  gelatinous  tissue,  though  the  traces  of  the  lobules  may  be  still  pre- 
served. In  some  instances  this  condition  merges  into  one  of  a more  opac|ue  and  whiter 
appearance.  The  sub-pleural  lymphatics,  and  also  those  of  the  lung,  may  be  filled  with 
a similar  material,  and  the  external  surface  of  the  lung  may  be  rendered  nodular  by  the 
growth.^  Melanotic  tnmours  resemble  for  the  most  part  a deeply  pigmented  encephaloid, 
but  the  pigmentation  varies  much  in  amount  and  may  be  slight.  They  may,  however, 
become  confluent  and  form  a deeply  pigmented  and  almost  black  tissue,  breaking  down 
iuto  cavities.^ 

Scirrhus  Cancer  may  also  form  in  the  lungs,  as  hard  masses,  striated  from  their  centre, 
like  those  seen  in  the  mamma  and  stomach.  In  other  cases  it  contracts  the  lung  into  a 
series  of  uneven  masses,  resemblino-  a ‘ hobnailed  liver.’  In  some  cases  the  growth 
ajtpears  to  follow  principally  the  interlobular  septa,  but  it  may  also  extend  into  the  lung 
in  masses  and  nodules,  yielding  on  pressure  a creamy  juice.  Combinations  of  encephaloid 
and  scirrhus  are  not  uncommon.'* 

The  majority  of  the  cancerous  growths  in  the  lung  come  either  under  the  general 
term  of  encepludoid  or  of  ‘ mixed  ’ growths,  wliile  to  some  of  the  ‘ infiltrations  ’ only  the 
general  term  of  ‘cancer’  can  be  applied.  In  the  form  of  tumours,  cancer  appears  in  nodules 
of  variable  size,  from  an  orange  or  larger,  to  miliary  growths  which  are  with  difficulty 
distinguished  from  tubercles,  but  have  no  special  tendency  to  appear  at  the  apex.  In 
ii  certain  number  of  cases  the  nodules  are  mainly  subpleural,  and  these  were  termed 
plaques  dreuses  by  Cruveilhier,  from  their  resemblance  to  drops  of  wax.*^  When  these 
extend  more  deeply  into  the  lung  tliey  may  even  have  a mushroom-like  appearance.** 

Infiltrating  cancer  of  the  lung-tissue  {see  XXII.  6)  may  either  preserve  the  lobular 
form,  or  be  almost  homogeneous  and  with  difficulty  distinguished  from  ordinary  inflam- 
matory consolidation.  In  fact  it  has  in  some  cases  been  called  a ‘ cancerous  pneumonia.’" 
In  other  cases  it  presents  the  manifest  characters  of  colloid,  scirrhus,  or  encephaloid.  Tlie 
latter  is  more  or  less  vascular,  and  is  traversed  by  large  vessels,  or  mottled  with  extrava- 
sion  of  blood,  the  ‘ fungus  hsematodes  ;’  but  in  inany  cases  the  colour  is  uniformly  greyish, 
although  more  vascular  than  the  ordinary  grey  pneumonic  infiltration.  It  is  also  softer, 
easily  broken  down,  though  with  a somewhat  crisp  fracture,  and  yields  a creamy  juice 
both  on  section  and  on  scraping.  The  infiltration  may  not  be  general,  but  may  be 
limited  to  particular  portions  of  the  lung-structure.  Thus  it  may  affect  the  lymphatics 
alone,  without  implicating  the  pulmonary  tissue.®  It  then  forms  a white  network  in  the 


^ Walshe,  Dis.  Lungs,  p.  51C. 

^ WaiTen,  Med.-Chir.  Trans,  vol.  xxvii. ; Hasse, 
Path.  Anat. ; Wilks  and  Moxon,  Path.  Anat.  1:1.  53‘2  ; 
Bristowe,  Path.  Soc.  Trans,  xvii.  136,  xix.  230  ; Lebert, 
Yirhcow’s  Archiv,  iv.  200  ; and  Atlas  g^cith.  Anat.  pi.  44. 
Text,  1.  321,  C6G. 

^ Carswell,  J/h/s.  ElemcJitarg  Forms  of  Disease,  art. 
‘ Carcinoma  ’ ; Lebert,  Atlas  path.  Anat.  pi.  xcii.  (horse)  ; 
Sir  George  Burrows,  Med.-Chir.  Trans,  vol.  xxvii. ; 
Kohler,  Krebs  der  Lunge,  Diss.  Inaug.  Tubingen,  1847, 
a case  l)y  Roger  ; Sieveking,  Path.  Soc.  Trans,  vol.  i. ; 
Bryant,  ib.  vol.  xiv.  ; Pemberton,  Midland  Quarterly 
Jmirnal,  1857,  quoted  by  Beigel,  art.  ‘ Cancer,’  Reynolds’s 
System  Med.  vol.  iii. 

* All)ers,  Erlduterungen,  quoted  by  Kohler  ; Mayne, 


Duhl.  Hospital  Gazette,  1857  ; Gordon,  Dublin  Quart. 
Journ.  1831,  xxxvi.  210.  Sir  Risdon  Bennett,  Intra- 
thoracic  Growths,  p.  55  (figui'e)  ; Bristowe,  Path.  Soc. 
Trans,  vol.  xi. 

^ Cruveilhier,  Atlas,  livr.  xxii.  xxviii.  xxxi. ; Lebert, 
Atlas,  pi.  Ixxxv.  and  text,  i.  731. 

® Atlas,  jil.  xxiv.  fig.  2.  See  also  Lebert,  Atlas,  livr. 
xxiii.  pi.  5;  Carswell,  Illust.  Element.  Forms  Dis.  art 
‘ Carcinoma,’  pi.  iii.  fig.  6 ; Walshe,  ‘ Cancer,'  p.  341 : 
Bristowe,  Path.  Soc.  Trans,  vol.  xi. 

Skrzeczka,  Virchow’s  Archiv,  vol.  xi. ; Rokitanski, 
Path.  Anat.  \\\.  \ Schnyder,  Canstatt’s  Jahresbericlit, 

1864,  vol.  iii.  p.  254. 

^ Kranzel,  Charite-Annalen,  1876  ; secondary  to  can- 
cer of  stonrach. 
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pleural  surface,  interspersed  with  nodular  masses.  The  same  network  may  be  traced  in 
the  interior  of  the  lung,  and  the  nodular  masses  may  be  found  to  be  chiefly  situated 
within  the  lymphatics,  though  the  growth  may  extend  from  them  into  the  pulmonary 
tissued  These  lymphatics  may  sometimes  contain  cancerous  cells,  at  other  times  caseous 
matter  (Bi’istowe),  or  their  contents  may  present  the  characteristics  of  epithelioma,  when 
a tumour  of  this  nature  has  been  present  in  other  parts  and  has  affected  the  lung'-^ 
{see  XXIV.  I). 

In  other  cases  the  infiltration  extends  through  the  alveolar  septa,^  involving  princi- 
pally the  walls  of  the  bronchi  and  the  vessels.  In  the  bronchi  it  commences  apparently 
in  the  adventitia,  and  thence  extends  to  the  submucous  tissue,  but  Langhans  has  shown 
that  the  submucous  glands  may  be  the  origin  of  the  grow'th.'^  Schottelius  is  of  opinion 
that  it  extends  in  the  lymphatic  sheaths  of  the  bronchi.®  • This  extension  of  ‘ malignant  ’ 
growths  along  the  bronchi  has  been  noticed  in  other  forms  of  tumours,  as  in  lymphade- 
nomata  and  in  sarcomata.*^ 

The  vessels  may  be  invaded  in  a similar  manner,  and  the  cancerous  growth  may  be 
limited  principally  to  their  sheaths  {see  XXII.  5,  and  Case  45^  Parsonx,  also  XLV.  1,  2, 
3),  though  the  bronchial  sheaths  are  also  commonly  involved. 

The  invasion  of  the  lung-tissue  may  take  place  in  one  of  two  ways,  either  by  a growth 
within  the  cavities  of  the  alveoli  or  by  a gradual  thickening  of  their  walls  ; combinations 
of  both  ]>rocesses  also  occur.^ 

The  filling  of  the  alveoli,  in  some  cases  of  ordinary  carcinoma,  takes  place  by  a process 
akin  to  pneumonia.  There  is  a proliferation  of  cells  in  their  interior,  and  they  gradually 
assume  the  form  of  cancer-cells,  a process  described  by’'  llokitanski  and  Skrzeczka,  as  a 
cancerous  pneumonia.  A stroma  is,  howmver,  described  by  Kokitanski  in  these  cases, 
though  Skrzeczka  found  none,  and  some  alveoli  were  tilled  only  with  detritus  and  fat- 
drops.  liokitanski  also  tigures  })edunculated  masses  growing  from  the  wudls,  and  ex- 
tending into  the  interior,  of  the  alveoli.^  That  the  growth  occurs  in  the  alveolar  walls, 
and  produces  a uniform  infiltration  of  the  lung-tissue,  is  seen  in  XLV.  I,  5,  G,  7.  It 
has  also  been  figured  by  Thierfelder  as  extending  into  them  from  the  bronchi.^ 

Epitheliomata  of  the  lung  reproduce  both  the  ordinaiy  forms  of  epithelial  grow’th,  the 
squamous  and' the  cylindrical.  Both  are  most  commonly  secondary,  but  instances  of  each 
are  recorded  as  having  their  primary  seat  in  the  lung.  The  naked-eye  characteristics  of  these 
epitheliomata  vary.  'Ihe  most  minute  description  of  the  squamous  form  is  that  by  Sir  Janies 
Paget ; he  describes  the  nodules  as  ojiaque,  Avhite,  marbled  with  pale  yellow’  and  pink, 
intersected  by  lines  of  grey  and  black,  and  marked  wdth  blood-vessels.  They  were  brittle, 
crumbled  under  pressure  and  yielded  no  creamy  juice,  and  they  permeated  the  bronchi  and 


' See  Wagner,  Arcliiv  dcr  Heilkunde,  18(53,  vol.  iv. ; 
Troisier,  Lijviphangites  Pulmonaires,  These  cle  Paris, 
1874;  also  Cruveilhier,  Atlas,  liv.  xxvii.  pi.  2,  Lel>ert, 
Atlas,  pi.  84-91 ; Virchow,  Ges.  Ahhand.  p.  130  ; Andral, 
Clin.  Med.  iv.  19  ; Bristowe,  Path.  Soc.  Trans,  vol.  xix. 

- Virchow  to  Velpeau,  Gaz.  Med.  de  Paris,  1855,  obs. 
iii. 

^ Kokitansld,  Path.  Anat.  1861,  iii.  26.  See  Sir 
liisdon  Bennett  On  Tntrafhuracic  Growths,  pi.  1 and  5 ; 
Bristowe,  Path.  Soc.  Trans,  vol.  xi. 

‘‘  Virchow’s  Archiv,  vol.  liii. ; a case  api)arently  of 
primary  cancer  of  the  bronchial  wall.  Carswell  has 
ligured  nodular  growths  of  cancer  within  the  bronchi. 

Scliottelius,  Piss.  Wiirzbwrg,  1874,  quoted  by 
llinddeisch.  Path.  Gcuehelch.re,  5th  ed.  p.  395. 

’’  Lyinphadenonia,  Greeniield,|j  Path.  Soc.  Trans. 


vol.  xxvii. ; Sarcoma,  Schlepegrell,  Beit  rage  Lehre 
intrathoracischcn  Sarcomen,  Biss.  Gottingen,  1881, 
obs.  i.  I found  it  in  the  case  figured  m PI.  XXIII.  fig.  2. 

’ Cornil  and  Ihinvier  (Manuel  d'TIistol.  Path.  2nd 
ed.  1882,  ii.  141)  say  that  cancer-gi'owth  i]i  the  lung 
occurs  chiefly  by  the  formation  of  cancer-cells  within  the 
alveoli,  and  that  the  walls  are  comparatively  unaltered, 
the  stroma  being  solely  that  of  the  pulmonary  tissue. 
I shall  adduce  evidence  to  show  that  this  is  only  an 
occasional  phenomenon.  A case  of  this  nature  is,  how- 
ever, given  by  Troisier,  Lijncphangitcs  Pulmonaires, 
These  de  Paris,  1874,  obs.  ii.  p.  22. 

* llohitanski,  Path.  Anat.  3rd  ed.  1855,  i.  253  ; 1864, 
iii.  87.  Skrzeczka,  Virchow’s  Archiv,  vol.  xi. 

^ Atlas  p)aih.  Histol.  Lief.  i.  pi.  v.  fig.  4, 

Surgical  Pathology,  ed.  1862,  p.  705. 
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also  the  pulmonary  artery.  Arnott  describes  them  as  of  a pinkish-white  colour,  having 
a granular  appearance.  The  friability  was  remarked  by  Peris,  but  Yirchow  sj^eaks  of  them  as 
being  firm,  though  softening  in  the  centre.  Columnar  epitheliomata  are  described  by  Malassez 
as  closely  resembling  encephaloid,  soft  and  of  a pinkish -white,  passing  into  a yellow  tinge, 
and  yielding  a milky  juice.  Finlay  and  Parker  found  them  of  a yellowish-white  colour, 
stained  with  extravasated  blood,  and  of  soft  consistence.  Grreenfield  found  them  vascular, 
soft,  and  pinkish.  In  my  case  they  were  remarkably  firm  and  resembled  scirrhus,  um- 
bilicated  where  they  reached  the  pleural  surface,  but  softening  into  cheesy  masses  in 
the  centres. 

Primary  squamous  eqoitlielioma  has  hitherto  only  been  recorded  in  one  case  by  Peris, ^ 
and  here  there  were  secondary  deposits  in  the  pleura,  the  sphenoid  bone,  the  choroid,  and 
tlie  liver.  In  some  cases  of  its  secondary  occurrence  in  the  lung,  it  may  possibly  have 


Pig.  41.— Cancer  of  lung,  ft  a,  large  squamous  cells  within  the  alveoli ; some,  as  fe,  very 
large  and  presenting  two  nuclei ; c,  cells  with  appearance  of  intervening  stroma ; 
e e,  similar  growth  extending  into  adjacent  tissue. 


Iieen  due  to  direct  transplantation  of  cancer-cells,  gravitating  into  the  air-passages  from 
fhe  oesophagus,  or  during  operations  for  cancer  of  the  tongue,^  but  in  other  instances,  as 
those  recorded  by  Virchow,'^  and  one  by  Arnott^  (where  the  lung-affection  was  secondary 
to  epithelioma  of  the  clitoris),  the  infection  must  have  arisen  by  means  of  the  blood  or 
lymphatics.  In  most  of  the  cases  hitherto  recorded,  the  lung- affection  appears  to  arise 
from  the  interior  of  the  pulmonary  alveoli  by  a proliferation  of  cells  which  gradually 
assume  the  character  of  scjuamous  epithelium.®  The  late  Prof,  Otto  Weber,  however, 
believed  that  the  new-sfrowth  originated  from  the  connective  tissue,  and  not  from  the 
epithelium  of  the  alveoli.*^ 


* Virchow’s  Archiv,  1872,  vol.  Ivi. 

^ Moxon,  Path.  Soc.  Trans,  vol.  xx.  (secondary  to 
oesophageal  epithelioma)  ; tVilks  and  Moxon,  Pathol. 
Anat.  p.  352  (secondary  to  laryngeal  cancer) ; Godlee, 
Path.  Soc.  Trans,  vol.  xxxii.  secondary  to  opieration  on 
tongue.  Here  a large  mass  of  epithelial  cancer  existed  in 
the  mediastinum. 

* Gazette  Hehdomadaire,  1855  ; case  communicated  to 


Velpeau,  obs.  i.  Phis  case  showed  multiple  epitheliomata 
secondary  to  a tumour  of  the  tongue. 

^ Arnott,  Trans.  Path.  Soc.  vol.  xxii.  (fi^ire).  Arnott 
does  not  describe  the  mode  of  growth  of  this  tumour  in 
the  lung.  He  cites  instances  of  other  secondary  epithe- 
liomata in  the  supra -renal  capsides. 

^ See  figure  by  Peris,  loc.  cit. 

® Virchow’s  Archiv,  xxix.  l79  (figures). 
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Throiio-li  the  kindness  of  Mr.  Godlee  I have  been  alloTved  to  take  a drawino;  from  one  of 
his  preparations,  and,  as  is  seen  in  the  accompanying  vmodcnt  (Fig.  42),  the  growth  begins 
by  an  epithelial  proliferation,  in  which  the  alveoli  are  crowded  with  large  squamous  cells. 
Similar  cells  appear  gradually  in  the  alveolar  walls,  and  finally  the  growth  extends  to  the 
surroundino’  tissue  in  a manner  which  leaves  it  doubtful  whether  this  extensive  infiltra- 

O 

tion  consists  of  a stroma  with  cells  and  nuclei  imbedded,  or  whether  the  appearance  of  the 
stroma  is  not  simulated  by  cells  ^rhich  have  assumed  an  epidermic  character,  and  lie 
flattened  ao-ainst  one  another.  Peris  noticed  the  absence  of  stroma  in  the  growths  in  the 

O O 

lung,  though  it  was  present  in  those  of  the  liver.  In  the  alveoli  some  cells  show  broad 
spaces  or  vacuoles.  There  was,  in  this  instance,  as  remarked  by  Godlee,  only  an  im2:)er- 
fect  formation  of  nests,  but  these  have  been  noticed  by  Adrchow,  Peris,  and  Arnott. 

Columnar  or  cylindrical  epithelioma  has  hitherto  been  usually  found  to  be  secondary, 
though  some  cases  are  recorded  of  its  primary  ap})earance.^  Secondary  columnar 
epitheliomata  of  the  lung  have  invariably  reproduced  the  character  of  similar  formations 
in  other  parts,  and  particularly  in  the  liver,  stomach,  and  ovaries. In  the  case  which  I 
have  illustrated  (XXIV.  4 ; XLV.  8,  9,  10,  11,  12),  the  lung-affection  was  secondary  to 
that  of  the  liver.  Both  were  so  firm,  and  the  surface  of  the  tumours  in  the  lung  so 
markedly  umbilicated,  that  I took  them  for  scirrhus,  and  the  liver  was  unfortunately 
not  preserved  for  microscopic  examination.  In  the  lung,  in  this  instance,  the  growdh 
appears  to  commence  with  an  epithelial  proliferation,  which  fills  the  alveoli  and  bron- 
chioles (XLV.  10).  The  cells  in  some  alveoli  are  at  first  round,  then,  as  described  by 
Malassez,  cubical  or  club-shaped.  Flat  cells,  as  oijserved  by  him,  were  not  seen  in 
this  specimen,  but  I find  them  in  the  preparation  kindly  lent  me  by  Mr.  Godlee,  which  1 
shall  describe  subsequently.  The  cells  graduall}^  acquire  a cylindrical  shape,  and  tlie 
growth  then  assumes  one  of  twm  characters,  either  bulbous  (figs.  8,  9,  11),  or  else 
tubular  or  gland-like  (fig.  8,  c)I 

Although  the  alveoli,  for  the  most  part,  constitute  closed  spaces  filled  with  these 
masses  of  growth,  as  described  by  Malassez,  yet  a gradual  invasion  of  the  pulmonary 
tissue  also  takes  place  (^see  fig.  12)  ; the  alveoli  also  fuse  into  one  another  by  a growth  of 
cells  in  the  interlobular  tissue,  which  sometimes  constitutes  a uniform  structure  {see  next 
woodcut)  and  sometimes  assumes  the  form  of  tubercles.^  Tuljular  growths  also  occur 
in  the  interlobular  spaces,  probably  arising  from  the  lymphatics®  {see  XLV.  8,  c),  and 
these  may  aftenvards  assume  the  villous  character.  Extensions  around  the  bronchi, 
similar  to  those  descriljed  in  the  other  forms  of  cancer,  have  been  found  by  Finlay.  In  a 
primary  case,  .Norman  Moore  believed  that  the  growth  commenced  in  the  tubidar  glands  of 
the  bronchi.  The  bronchial  glands  in  several  other  cases,  as  well  as  in  my  own,  presented 
alveolar  spaces  filled  with  a similar  growdli,  so  that  sections  of  these  were  indistinguish- 
able from  those  of  the  lung.  In  a case  where  an  epithelioma  of  the  bladder  showed  nests 


’ Finlay  and  Parker  (Med.-Chir.  Trans.  1877,  vol.  lx.) 
record  a case  where  the  two  organs  affected  were  the 
lungs  and  liver;  the  former  in  a prejumderant  degree. 
They  quote  also  Ettore  Marchiafava,  Hivisia  CUnica  <li 
Bologna,  1874  (primary  cylindrical  epithelioma  of  lung, 
secondary  deposits  in  train  and  frontal  tone)  and  also 
Lataste  and  Malassez’s  case,  Bull.  Soc.  Anal,  dc  Paris, 
1875,  and  Archiv.  de  Physiol.  Norm,  et  Path.  187G  (lungs, 
mediastinal  lymphatics,  and  pleura  alone  affected).  See 
also  a case  ty  Norman  Moore,  Path.  Soc.  Trans,  xxxii. 
32. 

^ Virchow’s  third  case,  loc.  cit.,  appears  to  have  teen 
of  this  nature  ; he  descrites  some  of  the  cells  as  elongated, 
and  the  structure  of  the  growths  as  ‘ acinous.’  Here  the 


ovaries  and  vagina  were  the  first  affected.  Cf.  also, 
Greenfield,  Path.  Soc.  Trans,  vol.  xxv,  when  the  lung- 
affection  was  secondary  to  a columnar  epithelioma  of  the 
liver ; also  one  ty  Finlay,  Path.  Soc.  Trans.  1883,  xxxi^■. 
102:  multiple  cjdindrical  epitheliomata,  secondary  to 
growth  in  the  stomach  and  remarkable  as  associated  with 
a similar  growth  in  multiple  subcutaneous  tumours. 

® These  tubular  forms  are  figured  by  Greenfield,  Path. 
Soc.  Trans,  vol.  xxv. 

‘ Greenfield  has  described  tubules  gi'owing  in  the 
alveolar  walls. 

^ Virchow  {Gaz.  Hchdom.  1855,  case  iii.)  has  de- 
scribed these.  Malassez  has  figured  the  mode  of  exten- 
sion in  pleural  adhesions. 
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of  liorny  epithelium,  observed  by  Godlee,  the  growths  in  the  lung  assumed  the  villous 
type,  mingled  wdth'flat  epithelium,  and  from  this  combination  ‘ nests’  of  imbricated  epi- 
thelial cells  were  found,  as  shown  in  the  accompanying  woodcut,  drawn  from  one  of  his 
specimens. 

Cancer  of  the  lung  occasionally  softens  into  cavities  which  are  distinguished  by  their 
ragged  and  irregular  walls. ^ They  may  in  some  cases  be  multiple,  in  others  solitary, 
d’he  mode  of  their  formation  has  not  been  minutely  studied,  but  Peris  has  noticed  a 
peculiar  gelatiniform  degeneration  in  liis  case  of  squamous  epithelioma.  Virchow  and 
Sir  James  Pao-et  have  found  this  form  breaking  down  into  cavities.’-^ 

O O 


Fig.  42. — Growth  in  lung  secondary  to  epithelioma  of  the  bladder,  a a,  nests  of  imbri- 
cated epithelium  cells  ; b,  flat  epithelium  cells  seen  laterally  ; c c,  portion  of  growth 
assuming  villous  type  ; del,  epithelial  proliferation  of  rounder  cells. 

The  changes  resulting  from  the  pressure  of  mediastinal  tumours  on  the  root  of  the  lung 
are  usually  the  consequence  of  occlusion  of  the  bronchi  and  of  pressure  in  the  vessels. 
The  former  give  rise  to  bronchial  dilatations  which  are  hlled  with  retained  secretions, 
and  set  up  secondary  pneumonia  and  gangrene. 

* Bayle,  Phthisie  Puhnonaire,  obs.  xxxvi.  p.  399  ; Cockle,  Intrathoracic  Cancer,  p.  42  ; Lohstein  quoted  by 
Maclachlan,  Land.  Med.  Gaz.  1843  ; Lebert,  Klinik  der  Kohler,  These,  ji.  20. 

Brustkranhheiten,  ii.  653;  and  yltZrts,  text,  p>.  665,  745;  " Virchow,  loc.cit.;  Va^et,  Srtr(fical  Path.  ed.  1863, 

8ir  Andrew  Clark,  Trans.  Path.  Soc.  vii.  76  ; Stokes,  j).  706. 

Dublin  Quart.  Journ,  1842,  p.  234  ; Cailliot  quoted  by 
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OX  THE  ARTIFICIAL  PRODUCTION 


OF  TUBERCLE. 


It  may  not  be  without  value  to  append  a summary  of  the  chief  anatomical  changes  observed  in  the 
experimental  production  of  tubercle  in  the  lower  animals.  I shall  not,  however,  attempt  to  present 
an  exhaustive  history  of  the  literature  of  this  subject,  which  is  very  voluminous,  particularly  as  this 
has  been  already  done  by  Spina,  Johne,  Klein,  and  Watson  Cheyne.‘  Further,  I do  not  propose 
to  enter  into  a discussion  of  the  (juestion  whether  tubercle  can  be  produced  by  the  inoculation  of 
other  substances  than  tul)ercle.  As  I have  formerly  expressed  the  opinion  that  tliis  is  possible,'-^  I 
wish  now  distinctly  to  state  that  I regard  the  more  recent  experiments  on  this  subject  by  Cohulieim 
and  Friinkel,  by  Koch,  Baumgarten,  Aufrecht,  and  Watson  Cheyne,  as  conclusively  proving  the 
negative  and  thus  supporting  Villemin’s  original  position,^  and  I have  to  add  that  Dawson  Williams’ 
experiments,  which  1 had  the  opportunity  of  watching  throughout,  have  convinced  me  that  there 
was  some  fallacy  in  my  own  on  this  subject,  due  probably  either  to  imperfect  disinfection  of  my  in- 
struments or  to  imperfect  isolation  of  the  animals.'* 

All  the  more  recent  researches  tend  to  show  that  tubercle  can  only  l)e  produced  by  the  introduc- 
tion into  the  system  of  tul)ercular  products,  or  of  the  blood  or  some  other  fluid  of  tubercular  animals,’ 
either  dmectly  hy  the  transference  of  these  from  one  a.nimal  to  another,  or  indirectly  through  fluids 
in  which  tubercular  material  has  undergone  culture  and  in  which  micro-organisms  are  for  tlie 
most  part  demonstral)le.  The  introduction  may  be  effected  either  l)y  wounds  penetrating  the  in- 
teguments, the  serous  cavities,  the  veins,  the  eye,  the  joints  or  other  parts, by  deglutition  and  en- 
trance into  the  intestinal  canal,  or  l)y  inhalation  or  direct  injection  into  the  air-passages  or  lungs ; in  all 
these  methods,  efficiently  cultivated  fluids  are  practically  as  effectual  for  the  ju'oduction  of  the  disease 
as  is  tubercle  taken  direct  from  the  human  body.  The  effect  of  such  introduction,  except  that  directly 
into  the  blood,  is  to  produce,  in  the  first  instance,  a locaU  and  subsequently,  in  most  instances. 


^ Spina,  Stiidicn  nhcr  Tuherndose,  Wien.  1883 ; 
■loline,  Gescliichte  der  T«/jerca?ose,  Leipzig,  1883  ; Klein, 
rractitioner,  1881,  vol.  ii. ; Watson  Cheyne,  Practitioner, 
1883,  vol.  i.  Most  of  the  writers  on  this  subject  have 
given  a history  ; cf.  also  Schmitt,  Tnbercnlose  Exjjeriinen- 
tale,  Concours  d’agregation,  Paris,  1883,  with  biblio- 
graphy; Hering,  Exjoerinicntellc  Studicn  iiher  Tuher- 
cnlose.  In  Ihirdon-Sanderson’s  papers  (Pep.  Med.  Off. 
Privtj  Council)  will  also  be  found  a suinmary  of  the 
results  obtained  by  the  earlier  observers. 

■-  On  the  Artificial  Production  of  Tubercle,  Lecture 
lioyal  College  Physicians,  1868,  puldished  in  the  Lancet 
a,nii  Brit.  Med,.  Jo  urn.  1868,  and  also  separately  with  plates. 

^ Villemin  (Etudes  sur  la,  Tuberculose)  made  nume- 
rous experiments  of  this  kind  witli  a negative  result.  Cf. 
also  Gru«.  Hebdom.  1865,  and  Bull.  Acad.  Med.  1865, 
1866,  vols.  xxxi.  xxxii.  and  Bull.  Cojig.  Interned.  Med. 
de  Paris,  1867.  Cf.  also  Cohnheim,  Verrlcsunejen  allg. 
Path.  ii.  609  ; Koch,  Berliner  Idin.  Wocli.  1882,  and 
Mitth.  l.lx.  Gcsundleitsa.iut.BeAm,  vol.  ii.  1884;  IJaum- 
garten,  Berliner  M in.  Woch.  1880,  and  V olkmann’s  Scwim- 
luiig  Idin.  Vo  rt rage,  1882;  Aufrecht,  ‘ Pathologische 
Mittheilungen,’  Peutsche  rued.  Woch.  1882,  viii.  206  ; 
and  Watson  Cheyne,  Practitioner,  1883.  P^or  instances 
of  fallacies  in  inoculation  resulting  from  purely  acci- 
dental contamination,  see  Klein,  liep.  Med.  Off.  Privy 
Council  to  the  Local  Government  Board,  1883-4,  xiii. 
148. 

* Dawson  yVilliams  repeated  a series  of  experiments 
on  guinea-pigs  with  most  of  tlie  non-tubercular  sub- 


stances with  which  I had  previously  produced  tubercle 
in  tlaese  animals  in  1868,  but  with  an  entirely  negati\  e 
result.  The  animals  thus  inoculated  were,  liowever, 
carefully  kept  distinct  from  those  inoculated  with  tubercle, 
in  a set  of  hutches  made  new  for  the  purpose,  in  a 
part  of  the  building  not  previou.sly  employed  for  this  oli- 
ject,  and  a series  of  fresh  troclws  W'as  used.  Cf.  Lancet 
and  Brit.  Med.  Journ.  Dec.  1883,  and  Trans.  Path.  Soc. 
1884,  vol.  XXXV. 

" Villemin,  Etudes  sur  lee  Tuberculose,  p.  567  ; 
Baumgarten,  Centralhledt  med.  Wissensch.  vol.  xxxii. 
Micro-organisms  have  been  found  in  the  blood  of  tuber- 
culous patients  by  Weigert,  Weichselbainn,  and  Meisels 
(Fortsch  ritte  der  Meelicin,  1883-5,  and  Wien.  ined. 
Woch.  1884)  ; cf.  also  Peirch,  Mem.  Acad.  Sciences. 
1880;  Damsch,  Deutsch.  Arch.  Idin.  Med,.  1882  (Spina.) 
For  references  on  the  infectiveness  of  milk,  see  Cornil 
and  Babes,  Les  Bactcries. 

“ Langhans  employed  the  conjunctiva ; Uehertrd,/- 
barheit  der  Tuberculose  auf  Kaniuchcu,  Habilitations- 
schrift,  Marburg,  1867.  The  employment  of  the  anterior 
chaml)er  of  the  eye,  which  has  led  to  sirch  vahialile  re- 
sults, is  diie  to  Cohnheim  andSalomonsen.  Sitzungsbericht 
der  Schlesisch.  Gescllsch.  fiir  vederldndischc  Cultur. 
1877  (Baumgarten),  1878  (Spina),  or  Wiener  med.  Blatter, 
1879  (Klein) . 

Strieker  (Pa.th.  lufcctions-Kranhhciten)  has  shown 
that  the  introduction  into  the  eye  of  tuberculous  material 
may  occasionally  only  produce  a local  effect,  and  this  also 
was  observed  by  Schottelius,  of  tuberculous  material  in- 
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a generalised  outbreak  of  granulations  in  different  organs,  and  of  other  changes,  identical  in 
their  essential  features.,  both  anatomical  and  vital,  with  those  found  in  generalised  tuberculosis  in 
man.  The  dise.ase  thus  produced  is  again  capable  of  being  reproduced  in  other  animals,  either  by 
direct  inoculation  with  the  diseased  parts,  or  Ijy  means  of  fluids  cultivated  from  these,  and  finally 
the  observations  of  Schiiller  have  shown  that  when  these  substances  are  introduced  into  the  system 
a special  localisation  of  their  effects  may  be  produced  by  injury.  It  is  true  that  non-tubercular 
substances,  when  introduced  into  the  serous  membranes  and  other  parts,  will  give  rise  to  local 
granulations,  which,  in  their  chief  anatomical  structure,  closely  resemble  the  earliest  forms  of 
some  miliary  tubercles.  They  do  not,  however,  produce  the  generalised  disease,  and  the  granula- 
tions caused  by  them  are  incapable  of  reproducing  the  same  disease  when  reinoculated.’  I believe 
that  all  experiments  tending  to  show  that  they  possess  either  of  these  properties  have  been  falla- 
cious. Further,  they  rarely  undergo  caseation,  although  this  is  sometimes  observed.^ 

It  may  therefore  be  affirmed  that  the  artificial  reproduction  of  generalised  tubercle  by  inocula- 
tion, conducted  under  proper  precautions,  is  a fair  and,  practically,  a conclusive  test  of  the  tuber- 
cular nature  of  any  pathological  product.^  On  this  point  it  is  of  importance  to  remark  that  this 
property  is  found  to  reside  in  nearly  all  the  morbid  products  variously  classed  as  tubercular  or 
scrofulous,  and  concerning  whose  nature  much  dispute  has  prevailed  during  the  past  twenty  years. 
It  is  found  in  caseous  pneumonias,  caseous  glands,  the  white  swellings  of  jomts,  caseous  osteomye- 
litis, the  pus  of  scrofulous  abscesses,  the  caseous  (tubercular)  testicle,  and  the  large  tubercular 
tumours  of  the  brain.'’  The  position  of  lupus  is  more  doubtful.  Cohnheim  denied  that  these 
effects  could  be  produced  by  it,®  but  Koch  has  observed  them  l)y  direct  mtroduction  of  lupus-tissue.'’ 
The  identity  of  bovine  with  human  tuberculosis  has  long  been  and  still  remains  a subject  of  dis- 
pute. Virchow  originally  believed  the  two  to  be  different  diseases,  and  has  even  recently  appeared 
to  regard  the  question  as  open  to  discussion.''  Others  also  have  maintamed  theh  diversity,®  and 


haled  {Centralhlatt  med.  Wiss.  1878),  and  also  by 
Tappeiner  under  similar  conditions  (Virchow’s  Archiv, 
1878,  vol.  Ixxiv. 

^ A great  number  of  the  statements  on  this  subject 
are  based  on  granulations  containing  giant-cells,  but  these 
bodies,  as  I have  attempted  to  show  (p.  92)  cannot  be 
regarded  as  a test  of  tubercle.  Cf.  Martin,  Archives  de 
Fhys.  1881,  viii.  58  et  seq.  and  Bevue  de  Med.  1882,  ii. 
289,  908 ; also  Bamngarten,  Zeitschr.  f.  Min.  Med.  1885, 
vol.  ix.  figs.  1,  2.  In  one  of  Martin’s  ca.ses,  where  irri- 
tant non-tubercular  matters  were  injected  into  the  peri- 
toneum, granulations  resembling  tubercle  were  formed 
in  the  mucous  membrane  of  the  intestine.  Martin  also 
{Bev.  de  Med.  1882)  found  that  animals,  inoculated  with 
tiibercle  rendered  sterile  by  ex2iosure  to  a high  tempera- 
ture, died  marasmic  but  not  tubercular.  There  was 
2U’obably  here  some  form  of  sejjticsemia. 

- Bauingarten  {Latcnte  Tnberculose  ■,  Volkmann’s 
Sammlung  Min.  VoHrnge,  No.  218,  1882)  says  that  the,y 
never  caseate ; Martin  {Archiv.  de  Phys.  1881)  and  Strieker 
(Infecfions-KranMieitcn,  jj.  143)  both  state  that  they  do. 

^ This  test  was  first  p>roposed  by  Marcet  {Med.-Chir. 
Trans.  1868,  vol.  vi.)  as  a mode  of  distinguishing  phthisis 
by  the  sputa. 

^ Cohnheim,  Die  Tnberculose  von  StandpimM  der 
Infections-Lehre ; Koch,  Mitth.  k.h.  Gesuvdheitsarnt, 
vol.  ii.  and  Congress  Med.  Wiesbaden,  1882,  p.  61. 
(Koch  did  not  find  bacilli  in  all  cases  of  fungoid  joints, 
and  m the  cases  in  which  they  were  absent,  tubercle  was 
not  reproduced  by  inoculation.  Berliner  Min.  Woch. 
1882,  p.  226.)  Cf.  also  Bauingarten,  Latente  Tuherculose 
Volkmann’s  Sammlung  Min.  Vortrdge,  p>.  81 ; Schiiller, 
Exqn  TJntersuchungen  iih.  GelenMeiden\  Stuttgart,  1880. 

' Cohnheim,  loc.  cit.  16. 

* Koch,  Mitth.  h.h.  Gesundheitsamt,  ii.  38.  Vidal,  on 
the  other  hand,  failed  to  inoculate  lujnis  {Bull.  Soc. 
Med.  Hog).  1881,  p.  87) ; see  also  Kiener,  ib.  p.  64. 
Bauingarten  (Virchow’s  Archiv,  Ixxxii.  422)  denies  the 
tubercular  character  of  lupius,  on  histological  grounds. 
Koch  {loc.  cit.)  and  Schuller  {loc.  cit.  jiji.  62  and  74), 
•'owever,  re^iroduced  tubercle  by  inoculation  with  culti- 


vated fluids  from  lujius.  Klein  {Micro-organisms  and 
Disease)  considers  the  bacilli  of  lu^His  cliti’erent  from  those 
of  tubercle.  For  other  references  to  lupius,  see  Cornil 
and  Babes,  Les  Bacteries. 

’ Cf.  Virchow,  Die  KranMiaftcn  Geschwiilste,  vol.  ii. ; 
also  Archiv  fur  wissensch.  und-  qyraM.  Thicrheilkimde, 
1880,  vol.  vi.,  and  Berliner  Min.  Woch.  1880. 

® The  most  impiortant  of  these  is  Seimner  (Virchow’s 
Archiv,  vol.  Ixxxii.),  who  states  that  the  injection  of 
bovine  tubercle  into  pigs  rejjroduccd  the  ap^iearances  found 
in  the  cow,  whereas  ordinarily  the  tubercle  of  the  qFj 
resembles  that  of  man,  but  the  disease  jiroduced  in  the 
sheeji  by  the  same  process  resembled  human  tubercle. 
The  data  as  regards  the  natural  tubercle  of  the.  jiig  and 
sheep,  and  also  respecting  the  effects  of  inoculation  in 
these  animals,  appear  to  be  contradictory  and  imcertain. 
Forster  {Handbuch  qmtli.  Anal.  ii.  237)  says  that  there 
is  very  little  information  resi^ecting  tubercle  in  these 
animals.  Kayer  {Archives  %Ied.  Comq].  1843,  i.  194) 
states  that  p)igs  are  liable  to  a form  of  chronic  pneumonia 
which  is  a kind  of  bovine  tubercle,  an  obser\  ation  con- 
firmed by  Koch  {Mitth.  h.h.  Gesundluitsamt,  ii.  41),  who, 
however,  found  bacilli  in  this  pneumonia.  (Koch  does 
not  state  the  resemblance  to  the  bjvine  disease.) 
Virchow  {Berliner  Min.  Woch.  1880  and  Archiv  Thier- 
heilkunde,  1880,  vol.  vi.)  states  that  ji-gs  are  liable  to 
enlargemeirt  of  the  cervical,  sub-mai diary,  mesenteric, 
and  bronchial  glands,  which  is  practically  identical  with 
scrofula,  and  that  they  are  also  subject  to  growths  in  the 
liver  and  kidneys  resembling  tubercle,  but  whose  nature  it 
is  difficult  to  determine.  Lydton  and  Fleming  {Proqmga- 
tion  of  Tuberculosis,  jj.  49)  give  similar  descriptions,  and 
add  that  pigs  are  liable  to  tubercle  of  the  lungs  and 
intestines,  where  it  assumes  the  form  of  nodosities  or  of 
caseous  degeneration.  They  quote  Baumgartel  iSdehs. 
Bericht,  1881)  as  having  met  with  a jiig  whose  lungs 
contained  tubercular  nodules,  but  on  whose  jileura  there 
were  growths  as  large  as  a pea,  resembling  those  seen 
111  bovine  tubercle.  The  evidence  respecting  the  natural 
disease  in  sheep  and  goats  is  still  more  imperfect. 
Villemin,  Etudes  sur  la  Tuherculose,  doubted  whether 
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Creighton  believes  that  bovine  tuberculosis  is  a specific  disease  which  is  communicable  to  man,  and 
111  the  human  subject  assumes  characteristics  similar  to  those  found  in  the  cow,  so  that  man  is  lialile 
not  only  to  human  tubercle  but  also  to  the  disease  of  cattle.  Creighton  has  not  given  direct  evidence 
of  this  mode  of  communication,  but  bases  his  opinion  on  certain  peculiarities  of  changes  ordinarily 
classed  as  tubercular,  and  found  in  some  cases  in  man  which  he  has  examined.  The  appearances  that 
he  describes  as  characteristic  may  be  occasionally  found  in  post-mortem  examinations  of  tubercular 
cases,  and  would,  I believe,  serve  equally  as  arguments  to  show  the  similarity  of  the  two  conditions.' 
One  point  on  which  Creighton  lays  especial  stress  is  the  presence  of  giant-cells  in  bovine  tuber- 
culosis, and  Baumgarten  has  also  stated  that  in  the  inoculation  experiments,  these  are  more 
common  in  the  changes  produced  with  bovine  than  in  those  obtained  with  human  tubercle.'-^  Giant 
cells  are,  however,  so  common  in  cases  of  chronic  phthisis  in  man,  that  they  must  be  regarded 
rather  as  evidence  of  chronicity  than  of  specificity,  and  their  occurrence  in  so  many  and  diverse 
pathological  processes  necessarily  deprives  them  of  any  claim  to  the  latter  character.^  It  will  be 
seen  in  the  accounts  of  different  organs,  particularly.of  the  peritoneum  and  of  the  lungs,  that  giant- 
cells  occur  among  the  results  of  inoculation  with  human  as  well  as  with  bovine  tul)ercle. 

Koch  has  maintained  the  identity  of  the  bacilli  in  the  two  diseases,  but  Klein  has  pointed  out 
that  they  vary  in  size,  and  somewhat  also  in  their  distribution  in  the  affected  parts,  and  particularly 
in  the  fact  that  bovine  bacilli  are  only  found  in  the  interior  of  the  cells  of  the  affected  parts,  while 
the  Imcilli  of  human  tubercle  are  found  in  the  interstices  of  these.''  There  can  be  very  little 
doubt  but  that  (apart  from  the  greater  predominance  of  giant-cells),  the  results  of  inoculation  and 
feeding  with  bovine  tubercle  are,  in  nearly  all  animals,  practically  identical  with  those  produced  Ijy 
inoculation  with  human  tubercle,  and  that  in  the  ral)bit  and  guinea-pig  they  correspond  very 
closely  with  the  original  disease  in  man,  and  have  very  little  resemblance  to  that  in  the  cow,’  and 


sheep  were  liable  to  tubercle.  Lydton  and  Fleming  give 
some  evidence  which  tends  to  show  that  in  goats  the  dis- 
ease has  a tendency  to  assume  the  character  of  bovine 
tubercle.  Bollinger  {Arch.  exp.  Pathol,  i.  371)  says  that  he 
has  seen  si^ontaneous  miliary  tubercle  in  the  sheep.  Koch 
{loc.  cit.)  describes  tubercular  nodules  in  the  sheep’s  lung 
and  also  calcified  bronchial  glands.  In  the  goat  he  found 
cavities.  If,  owing  to  i^eculiarities  of  the  natural  tissues 
in  certain  animals,  spontaneous  tubercle  assumes  in  them 
certain  characters,  the  inoculated  disease  would  probably 
show  the  same  tendencies. 

There  are,  however,  as  already  stated,  but  few  experi- 
ments on  the  inoculation  of  human  tubercle  in  the  pig  and 
sheep.  As  regards  bovine  tubercle,  Gerlach  (Virchow’s 
Archiv,  vol.  xli.)  found  in  pigs  and  lambs,  fed  with  the 
milk  of  a tubercular  cow,  changes  analogous  to  those  of 
bovine  tuberculosis,  including  a tendency  to  calcification 
in  the  lamb.  Bollinger  [Archiv  exp.  Pathol,  i.  3(3G-8), 
from  an  analysis  of  cases  by  diti'erent  authors,  found 
similar  changes  in  these  animals,  including  sheep  and 
goats  ; but  in  some  cases  of  pigs  the  ap2iearances  of  gland- 
affection  resembling  scrofula  were  found  as  described  by 
Virchow.  In  one  the  ^ug  had  been  fed  with  artificial  tu- 
bercle from  the  sheep ; in  another,  miliary  tubercle  existed. 
Virchow  [Berliner  Jilin.  Woch.  1880)  foimd  in  some  jiigs 
fed  wiih  milk  from  a tubercular  cow  only  enlarged  glands, 
in  others  tubercle.  (Virchow’s  definition  of  tiibercle 
must  be  accepited  as  excluding  other  conditions.)  In  one 
pig,  however,  not  thus  fed,  and  killed  for  the  sake  of 
eompoxison,  appearances  resembling  bovine  tubercle  were 
found.  Toussaint  [Comptes  Bendus  Acad,  dcs  Sciences, 
1880  and  1881),  in  a series  of  experiments  on  pigs  by  feed- 
ing, and  also  by  inoculation  with  bovine  tuberculosis, 
found,  in  some,  extensive  gland-enlargement,  in  one 
instance  with  calcification,  in  others  miliary  tubercles. 
The  former  infected  rabbits  with  ordinary  tubercle. 
\Vagner  [Hamlb.  allg.  Pathol.  187(3,  vol.  Ixiv.)  qttotes 
from  Ziirn  that  feeding  and  inoculation  with  bovine 
tubercle  affects  pigs,  sheep,  and  rabbits  with  miliary 
tubercle.  Bollinger  [Archiv  exp.  Pathol,  vol.  i.)  in- 
jected bovine  tubercle  into  the  peritoneum  of  two 
goats  and  produced  miliary  tubercle.  In  another,  into 


which  he  injected  a human  scrofulous  gland,  he  piro- 
duced  appearances  more  resembling  those  of  the  bovine 
class.  Veraguth  [Archiv  exp.  Pathol.  1883,  xvii.  '107-8), 
in  two  goats  inhaling  Iniman  phthisical  sputa,  found 
larger  masses  than  ordinary,  and  also  calcification  in  the 
lungs  and  omentum,  and  in  one,  smooth-walled  cavities 
with  much  connective  tissue.  Villemin  [Etudes,  pu  55(3) 
inoculated  a sheepi  with  bovine  tubercle,  and  p)roduced 
appiearances  of  a similar  nature  but  which  he  attributed 
to  hehninthoid  worms.  Colin  [Bull.  Acad.  Med.  18(37) 
inoculated  two  sheep  with  bovine  tubercle,  but  the  tuber- 
cles thus  resulting  are  not  described  as  characteristic  of 
the  source.  The  mixed  character  of  the  apqjearances 
found  by  different  observers  would  argue  for  the  identity 
of  the  two  diseases. 

' Bovine  Tuberculosis  in  Man,  pjp).  ‘29,  30.  E.g.  pipe- 
shapied  masses  in  the  hmg,  which  resemble  the  p)eri- 
bronchial  tubercle  of  man  ; outgrowths,  seen  in  man  both 
in  serous  and  mucous  membranes  ; wedge-shaped  masses, 
also  found  in  man ; dilated  bronchi  forming  smooth- 
walled  cavities,  also  by  no  means  rare  in  the  indurating 
p)hthisis  of  man.  I would  also  refer  to  his  figures  in  vol. 
iii.  ppi.  8,  9,  and  vol.  iv.  as  common  in  man.  Two  of  his 
cases  had  miliary  tubercle,  and  were  only  distinguished 
by  some  of  tlie  peculiarities  now  mentioned. 

' Baumgarten,  Zcitsch.  klin.  Med.  1885,  vol.  ix.  and 
separate  p)ublication. 

^ See  ante,]).  Qi. 

■*  Micro-organisms  and  Disease,  also  Rep.  Med.  Off. 
Privy  Council,  1883,  vol.  xiii. 

■’  See  ante,  note  2,  p).  140.  For  inoculation  and  feeding 
see  Auhecht  [Path.  Mitth-.  i.  44),  who  obtained  identical 
results  in  rabbits  by  each  pirocess,  with  both  human 
and  bovine  tubercle.  Viseur  and  Chauveau  (Bull.  Acad. 
Med.  1874)  found  ordinary  tubercle  in  cats  fed  witli  the 
products  of  bovine  tuberculosis.  Orth  (Virchow’s  Archiv, 
Ixxvi.  ‘237)  failed  to  pu'oduce  tubercle  in  rabbits  by  feeding 
with  human  tubercle,  l)ut  succeeded  with  bovine,  and  re- 
marks on  the  greater  resemblance  of  the  results  to  the  former 
than  the  latter.  He  also  found  giant-cells  conspicuous, 
and  likewise  the  kidney-affection  remarked  by  Klein. 
Note  also  that  he  had  alfections  of  the  choroid,  the  iris. 
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finally  Klebs  and  others  have  made  the  converse  demonstration  that  inoculation  of  heifers  with 
human  tubercle  has  produced  in  these  animals  the  bovine  variety.' 

The  results  of  cultivation  of  tubercular  tissues  have  given  rise  to  consideraljle  discussion  as 
regards  the  organisms  with  which  the  production  of  tubercle  is  associated,  and  the  question  can- 
not yet  be  said  to  be  finally  settled. 

Klebs,  who,  after  Villemin,  was  one  of  the  first  to  assert  the  belief  that  tubercle  originated  in  a 
specific  virus,  regarded  these  organisms  as  belonging  to  the  order  of  micrococci  and  termed  the 
infecting  agent  ‘Monas  tuberculosinn,’  but  he  has  since  maintained  that  the  infecting  agent  consists 
of  a granular  material,  in  which  the  rods  described  by  Koch  are  found. ^ Zfirn,  Buhl,  Aufrecht,  and 
others  had  described  micrococci  in  tubercle " and  Schuller  has  figured  them  in  the  tubercular 
growths  of  animals  infected  by  inoculation  with  cultivated  fluids.  Toussaint®  also  cultivated  a 
micrococcus  which  apparently  produced  tubercle  by  inoculation.  Koch,  on  the  other  hand,  by  dry 
fractional  cultivation,  has  concluded  that  the  infective  agent  is  a bacillus ; that  it,  when  inoculated, 
produces  tubercle,  and  that  it  is  almost  universally  present  in  pathological  products  which  give  rise 
to  tubercle  in  this  manner  (although  there  are  some  exceptions  to  this,  to  which  I shall  hereafter 
allude).  A similar  bacillus  was  discovered  almost  simultaneously  and  independently  by  Baum- 
garten,  and  has  been  described  by  Aufrecht  as  co-existing  with  micrococci.  The  demonstration  of 
its  infective  qualities  after  cultivation  was,  however,  first  given  by  Koch.® 

The  proof  of  the  specificity  of  this  bacillus  depends,  therefore,  as  Strieker  has  pointed  out,''  on 
the  following  points  : — 

(1)  On  its  general  existence  in  tubercle. 

(2)  On  its  complete  isolation,  and  the  demonstration  that  it  differs  from  all  other  micro- 
organisms. 

(3)  On  the  proof  that  among  micro-organisms  it  alone  can  reproduce  tubercle. 

The  first  point  may  be  regarded  as  being  almost  conclusively  established,  although  it  is  not 
universally  demonstrable,  and  products  of  a tubercular  nature  exist,  which  will  produce  tubercle  by 
inoculation,  in  which  the  bacillus  cannot  be  found.  This  may  be  due  either  to  imperfect  observa- 
tion, or,  as  has  been  maintained  by  Koch  and  Baumgarten,  to  the  fact  that  the  spores  of  bacilli 
may  l)e  present  in  these  bodies.® 


the  hrain,  and  the  testicle.  Cf.  also  Baumgarten,  Ber- 
liner Jilin.  Wocli.  1880,  and  Zeitscli.  Jilin,  vied.  1885. 
Koch’s  researches  with  the  cultivated  bacilli  showed  the 
same  result.  See  also,  for  other  references  on  feeding, 
Johne,  Geschichte  dcr  Tiiherculose  \ many  of  these  have 
been  inaccessible  to  me. 

' Klebs,  Virchow’s  Arcliiv,  vol.  xlix. ; human  tubercle 
affected  the  peritonemn  in  a calf.  Gilnther  and  Harms, 
Berich  t T hierarzenci- ScJmle  zu  Hannover,  vol.  vi.  1873  ; 
goat  fed  from  tubercle  of  monkey  gave  evidence  of  bovine 
tubercle.  This  animal  had  also  meningitis  with  nodules. 
A similar  result  in  a goat  was  obtained  by  Bollinger ; 
Buhl’s  Mitth.  aus  der  Path.  MittJi.  zu  MimcJien,  1878  ; see 
also  Kitt,  quoted  by  Johne,  Geschichte  der  Tiiherculose, 
p.  24.  The  original  of  this  has  been  inaccessible  to  me.  In 
several  cases  these  experiments  have  failed;  ref.  .Johne 
ih.  p.  24,  also  Pntz,  Beziehungen  Tiiherculose  d.MenscJien 
ziir  Tub.  der  Thiere,  1883,  quoted  Ijy  Johne.  In  one  case 
in  the  calf,  liimian  tubercle  injected  into  the  pleura  was 
followed  by  granulations  which  contained  tubercle-bacilli, 
but  there  was  no  api^earance  of  bovine  tubercle. 

Klebs,  Prager  VierteljaJirsch.,  1877.  Cf.  also 
especially  ArcJiiv  exp.  Pathol.  1883,  vol.  xvii.  and  art. 
‘ Tubereulose  ’ in  Eulenburg’s  lieaPEncyclopddie  iviss. 
HeilJiunde,  Bd.  xiv. 

^ For  other  authorities  I would  refer  to  the  works  of 
Johne  and  Spina  (see  p.  139),  also  to  Watson  Clieyne, 
Practitioner,  1883. 

Schuller,  however  {loc.  cit.  p.  76),  found  also  rod- 
shaped bacteria  in  his  cultures,  but  he  regarded  them  as 
composed  of  round  forms. 

^ Toussaint,  Cornptes  Bendus,  1881 ; Malassez  and 
Vignal  {Archiv.  de  Physiol.  Norm,  et  Path.  1883.  3rd 
sA’,  vol.  ii.)  found  no  bacilli  in  the  subcutaneous  tubercle 


of  a child  dying  of  tubercular  meningitis.  This,  inocu- 
lated into  guinea-pigs,  gave  tubercle,  which  showed 
zoogleic  masses  of  micrococci,  and  this  ajqiearance  was 
repeated  up  to  the  fifth  series  of  re-inoculations.  After 
this,  bacilli  appeared  in  the  tubercles  ijroduced  by  suc- 
ceeding inoculations.  They  also  inoculated  material 
obtained  from  this  tubercle  by  dry  culture,  with  the  same 
result,  but  they  do  not  positively  state  whether  the 
organisms  found  after  dry  culture  of  the  original  tubercle 
corresponded  with  those  produced  by  inoculation,  although, 
in  the  latter,  bacilli  a^ipeared  at  the  third  re-inoculation. 
(Refer  to  Klein  on  Fallacies.)  See  also  Reinstadler,  Ar- 
chiv exp.  Pathol.  1879,  vol.  xi.  It  may  be  recalled  that 
Grohe  (Berliner  Min.  WocJi.  1870)  produced  a generalised 
disease  resembling  tubercle  by  injections  of  PeniciUmm 
glaucum  and  Aspergillus  glaucus,  and  in  the  nodules 
thus  produced  he  found  fungi.  Wolff  also  (Virchow’s 
Archiv,  vol.  Ixvii.),  by  injecting  putrid  ‘ Pasteur’s  fluid,’ 
produced  destruction  of  the  lung  and  diffuse  growth  in 
the  liver,  but  these  were  probably  iiyaemic. 

" Koch,  Berliner  Min.  Woch.  1882,  No.  15,  April  10; 
Baumgarten,  Centralblatt  med.  Wissensch.  April  15, 
Nov.  15  and  19  ; Aufrecht,  Path.  MittJieilungen,  1881 ; 
Deutsche  vied.  WocJi.  1882  ; Centralblatt  med.  Wissensch. 
1882. 

’ Path.  Infects. -Kranhh.  130.  I have  stated  the  case 
in  somewhat  different  terms. 

® On  absence  of  bacilli  in  infective  material,  cf.  Koch ; 
Mitth.  Ji.Ji.  Gesundheitsam  t,  ii.  17  ; Baumgarten,  Zeitscli. 
Jilin.  Med.  1885,  ix.  105.  Koch's  observations  on  lupus 
show  that  the  bacilli  may  lie  extremely  few  in  number. 
Konig  (Tubereulose  der  Knochen  und  GelenJie,  1884, 
pp.  27  and  13)  says  that  bacilli  are  often  wanting  in 
typical  cases  of  tuberculosis  of  bones  and  joints,  and  that 
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The  complete  isolation  by  Koch’s  method  is  as  yet  a subject  of  discussion,  luit  it  may  he  re- 
garded as  approximately  obtained.*  The  absolute  distinction  of  the  bacillus  from  other  organisms 
rests  on  its  mode  of  growth,  its  microscopical  character,  and  its  chemical  reactions.  The  hrst 
of  these  appears  to  separate  it  from  putrefactive  organisms,  Imt  on  its  size  and  characters  some 
diversity  of  opinion  still  exists,^  and  the  hnal  test — the  special  reaction  to  aniline  dyes — though 
at  present  apparently  estalilished,  is  one  on  which  it  may  at  least  be  desirable  to  await  further 
research.^ 

The  last  point  also,  that  the  bacillus,  as  defined  by  Koch,  is  the  only  agent  capable  of  producing 
tubercle,  has  been  strongly  supported  liy  Baumgarteii  and  is  very  generally  accepted.  The  observa- 
tions of  Klehs  deserve,  however,  further  investigation,'*  but  it  may  at  least  l>e  held  as  proved  that, 
whether  or  not  the  developed  bacillus  he  the  sole  agent,  it  is  capalde  of  producing  this  effect  after 
every  effort  to  ensure  purity  of  culture,  and  that  Klel)s’  organisms  may  possibly  only  represent  stages 
in  the  development.  Further,  in  some  tubercles  produced  by  Toussaint,  Watson  Clieyne  found 
that  Koch’s  Imcilli  were  the  sole  micro-organisms  discoverable,  and  failed  to  produce  tubercle  with 
specimens  of  Toussaiut’s  fluids  from  which  these  Ijacilli  were  absent.-'* 

Results  of  Inomlation. — The  variety  of  animals  in  which  tubercles  have  been  produced  by 


the  best  test  of  the  tubercular  natiu’e  of  a doitbtful  case 
is  its  inoculahility  ; Strieker  (Infections-Kraul-heiten,  p. 
132)  shows  that  they  are  not  to  be  found  in  all  tubercles 
in  the  omentum  of  the  same  monkey,  but  in  these  he 
foimd  spores  which  showed  the  cliaracteristic  colour- 
reaction ; Koch  {Mitth.  k.k.  Gesundl/citsamt,  ii.  22)  says 
that  spores  do  not  colour;  Klein  {Micro-organisais  and 
Disease,  1885,  p.  125)  has  also  stated  that  bacilli  are  not 
invariably  to  be  found  in  yomig  tubercles  ; cf.  also  Bep. 
Med.  Off.  Privy  Cotcncil.  Local  Government  Board,  1883, 
xiu.  180.  Klein  even  questions  whether  the  bacilli  do  not 
cause  a poison  which  produces  the  disease  independently 
of  their  presence  at  any  particular  spot.  They  are  most 
abundant  in  caseous  matter,  but  then  they  are  of  later 
formation,  for  sometimes  they  are  only  found  in  the 
seats  of  inoctrlation  when  internal  organs  are  also 
affected.  Watson  Cheyne  {Praetitioner,  1883,  i.  308)  says 
that  the  bacilli  are  not  contained  in  the  lymphatic  growths 
in  the  lung,  described  by  Klein  (see  later),  but  only  in  the 
epithelioid  growths,  and  that  the  former  are  therefore  not 
tubercular.  I shall  allude  to  this  question  hereafter,  but 
would  only  remark  here  that,  according  to  Klein’s  ob- 
servations, the  lymphatic  growth  in  the  lung  is  the 
first  indication  of  the  disease  produced  by  inoculation 
with  tubercular  matter.  Baumgarten’s  dictum  ‘ without 
bacteria  no  tubercle,  and  without  tubercle  no  bacteria,’ 
can  only  therefore  be  stated  as  an  approximating  truth, 
and  the  statement  that  the  bacilli  are  necessary  as  a test 
of  tubercle,  as  affirmed  by  Koch,  Berliner  kliii.  Woch. 
1882,  p.  228,  would  exclude  somebodies  which  correspond 
to  the  other  test  of  inoculation. 

* Cf.  Creighton  and  Watson  Cheyne,  ‘ Discussion  on 
Tubercle,’  Proc.  Boy.  Med.  and,  Chir.  Soc.  1885,  vol.  i. 
This  question  turned  on  the  relative  value  of  the  dry 
method  for  eliminating  a possible  tubercular  poison  apart 
from  bacilli.  Klein’s  observations  on  the  cultivations  of 
organisms  growing  in  infusions  of  jequirity  (the  poison  of 
which  is  independent  of  organi.sms)  shows  that  the  poison 
is  not  easy  to  eliminate  by  the  dry  method.  Cf.  Be2>. 
Med.  Off'.  Privy  Council,  Local  Government  Board, 
1883-4,  xiii.  146.  On  other  micro-organi.sms  in  the  lung 
cf.  Gaff'ky,  Mitth.  k.k.  Gesundlieitsamt,  1884,  vol.  ii. 

^ Koch  (Berliner  Min.  Woch.  and  Mitth.  li.l;. 
Gesundheitsani t,  ii.  15,  16  et  seq.)  describes  them  as  from 
•0015  mm.  to  •0035  mm.  tJuu  inch),  or  from  one 

(juarter  to  one-half  of  the  diameter  of  a human  red  lilood- 
eorpuscle,  but  sometimes  they  maj^  attain  the  length  of 
the  whole  diameter  of  such  a corpuscle.  In  width  they 
are  about  one-fifth  this  length  (Cong.  Med.  Wieshaden, 
1882,  p.  60).  Some  show  beads,  and  others  modifica- 
tions of  a corkscrew  twisting,  shapes  which  Koch  con- 
siders distinguish  them  from  other  bacilli.  They 
resemble  the  bacilli  of  leprosy,  but  are  sharper  and  more 
pointed  at  the  ends,  and  do  not  colour  with  Weigert’s 


‘nuclear  colouring  material,’  as  the  leprosy-bacilli  do. 
They  have  molecular  but  not  independent  movements, 
and  they  form  spores.  Aufrecht  (Path.  Mitth.  1887, 
p.  42,  and  Deutsche  nicd.  Woch.  1882)  described,  amongst 
other  micro-organisms  in  tubercle,  smaller  rods,  short 
glistening  bodies,  whose  long  diameter  scarcely  exceeded 
by  one-half  that  of  the  transverse  diameter.  Koch  denies 
that  these  are  the  genuine  bacilli,  but  it  must  be  remem- 
bered that  they  are  found  in  tubercle,  and  Aufrecht 
(Congress.  Inn.  Med.  Wieshaden,  1882,  p.  68)  points  out 
that  Baumgarten’s  bacilli,  as  drawn  to  scale,  have  a length 
of  from  one-half  to  twice  as  great  as  their  width.  Baum- 
garten  (Ccntralhlatf,  1882)  described  them  as  resembling 
Bacterium  termo,  but  longer  and  narrower  and  often 
globular  at  the  end,  and  not  colouring  with  Weigert’s 
solution.  Watson  Cheyne  (Praetitioner,  1883,  i.  261)) 
describes  the  longest  as  about  inch  and  in  width 
from  t to  * of  this  length,  more  or  less  rounded  at  their 
ends,  beaded,  generally  straight  but  sometimes  curved. 
He  does  not  mention  the  corkscrew-like  ai)pearance 
described  by  Koch.  For  some  further  general  remarks 
on  this  subject,  see  also  Boch,  Deutsche  nied.  Woch.  1883. 

® That  the  methods  of  colouring,  and  the  views 
entertained  respecting  them,  have  undergone  considerable 
change,  see  Watson  Cheyne,  Practitioner,  1883,  and 
Baumgarten,  Zeitsch.  Min.  Med.  1885,  vol.  ix.  Through 
all,  how'ever,  with  some  exceptions,  the  constancy  and 
peculiarity  of  the  mode  of  staining  of  the  tubercle -bacilli 
has  obtained.  Koch  (Mitth.  h.h.  Gesundheitsanit,  ii.  12, 13) 
states  that  he  does  not  regard  the  colour-test  as  absolute, 
and  admits  that  other  bacteria  may  be  found  hereafter 
l>ossessing  the  same  characteristics,  but  holds  that  the 
bacteria  possess  other  vital  properties  which  distinguish 
them.  He  has  shown  that  some  spores  in  the  intestine 
have  the  same  colour-reactions.  Klein,  also  (Bep.  Med. 
Off’.  Privy  Council,  1883  4,  p.  178),  has  found  micrococci 
in  urine  with  the  same  reaction,  but  did  not  produce 
tubercle  by  their  inoculation.  Strieker,  however,  points 
out  that  this  essentially  depends  on  one  point,  viz.  the 
resistance  of  the  bacilli  thus  coloured  to  the  action  of 
nitric  acid,  which,  however,  he  apjiears  to  consider  may 
be  shared  by  other  substances,  and  further  that,  as  Sjiina 
has  shown,  the  bacilli  of  putrefaction  acquire  this  pro- 
perty of  resisting  nitric  acid  by  digestion  in  solutions 
of  tannin.  It  is,  as  Strieker  remarks,  still  questionable 
whether  other  external  conditions  may  not  e(jually  have 
this  intluence.  The  colour-test  of  the  bacilli  may  be 
regarded  as  practically  estalilished,  but  their  specificity, 
in  the  sense  of  an  unchanged  uniformity  of  projiagatioii, 
is  a point  on  which  it  appears  to  the  author  yet  early  to 
pronounce  an  opinion  on  the  evidence  before  us. 

* Klebs,  loc.  cit. 

’’  On  a case  in  which  micrococci  were  found,  togelher 
with  bacilli,  in  miliary  tuberculosis,  see  Koch,  Mitth.  h.h, 
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inoculation  is  very  considerable.  Guinea-pigs  are  the  creatures  in  which  the  process  is  most 
successful ; they  are  even  more  susceptible  than  rabbits.  Carnivora  are  the  least  so,  but  tubercles 
have  been  produced  in  dogs  and  cats.  They  have  also  been  produced  in  monkeys,  pigs,  sheep, 
goats,  calves,  a foal,  mice,  rats,  moles,  fowls,  and  pigeojis.  Koch's  researches  have  shown  that  dogs, 
rats,  and  white  mice  resist  the  tubercular  virus,  and  require  larger  doses  for  their  infection,  while 
the  field-mouse  is  very  susceptible.  Hedgehogs,  and  also  fishes  and  other  cold-blooded  animals, 
appear  to  be  insusceptil)le  of  the  poison.  Among  these  animals,  it  is  worthy  of  remark  that 
some  of  those  most  susceptible  to  inoculation,  viz.  guinea-pigs  ' and  rabbits,  are  very  little  liable 
to  spontaneous  tubercle.  Koch  says  that  it  only  occurs  when  they  are  kept  with  other  tuber- 
culous animals,  and  Baumgarten  only  saw  three  instances  in  between  three  hundred  and  four 
hundred  post-mortems.^ 

In  describing  the  appearances  observed,  I have  to  state  that  since  I published  my  own  account 
of  these,  further  and  elaborate  investigations  have  been  made  on  this  subject  by  Burdon-Sanderson,® 
Klein,'*  Hering,-^  and  more  recently  by  Baumgarten,**  and  I have  had  in  many  particulars  to  supple- 
ment my  own  observations  by  theirs,  as  well  as  by  those  of  other  authors  to  whom  I shall  have  to 
allude.  It  may  be  stated  that  in  a large  proportion  of  cases,  where  subcutaneous  inoculation  is 
practised,  a local  production  of  granulations  of  a tubercular  nature  is  observed.  In  the  eye  and 
the  serous  membranes  this  is  constant  when  the  inoculation  is  effectual. 

Eye. — In  the  eye,  Baumgarten's  recent  observations  may  be  taken  as  a type  of  the  process. 
If  the  cornea  only  be  wounded,  this  shows  the  first  changes.  If  the  injection  be  made  into  the 
anterior  chamber,  tubercle  of  the  iris  follows.  As  the  process  may  be  watched  throughout  in  the 
iris,  I shall  follow  Baumgarten’s  description.’’ 

After  the  introduction  of  the  infective  material  into  the  anterior  chamber  through  the  cornea, 
the  wound  of  the  latter  closes.  Within  the  next  forty-eight  hours  a multiplication  of  bacilli  is 
observed  ; they  penetrate  the  tract  of  the  wound,  invade  the  fixed  cells  of  the  iris  and  cornea,  and 
are  also  seen  free  in  the  intercellular  substance,  and  within  the  ciliary  processes,  the  ciliary 
body,  and  also  the  sphincter  and  dilator  of  the  iris,  but  they  are  densest  in  the  neighbourhood  of 
the  wound.  No  indications  of  other  micro-organisms  are  seen,  and  the  bacilli  are  free,  not  en- 
closed in  migratory  cells,  as  Koch  believed.  By  the  sixth  day,  the  cells  of  the  tissue  commence  to 
show  changes,  and  accumulations  of  epithelial  cells  occur  in  spots  where  the  bacilli  are  densest.  By 
the  fourteenth  day,  tubercular  masses  are  formed,  partly  consisting  of  epithelial  cells  and  partly 
resemlding  Aurchow’s  typical  figure  of  lymphoid  cells,  but  the  tubercle- formation  here  is  always 
associated  with  the  presence  of  bacilli.  The  first  alteration  in  the  cells  commences  with  nuclear 
changes  and  enlargement  of  the  fixed  cells  of  the  iris  and  cornea,  of  the  connective- tissue  cells  and 
the  endothelium  of  the  iris  and  vessels,  and  of  the  epithelial  cells  on  the  posterior  surface  of  the 
iris.  The  nuclear  changes  commence  with  ‘ karyokinesis  and  karyomitosis,’  **  which  proceed  to 


Gcmndlieitsami,  ii.  20.  Koch  thinks  some  mixed  in- 
fection was  present  here.  Cf.  also  Watson  Cheyne,  loc. 
cit.  p.  295. 

^ Klein  Med.  Off.  Privy  Council  to  Local  Govern- 
ment Board,  1883-4,  p.  182)  has  found  that  pregnant 
guinea-pigS  resist  inoculation.  Villemin  observed  that 
rabbits  w'ere  more  susceptible  to  bovine  than  to  human  ■ 
tubercle  (Etudes,  ji.  538).  This  is  confirmed  by  Klein, 
who  finds  also  (Pei).  Med  Off'.  1883-4,  pp.  127- i85,  and 
also  Pejis.  1884-5)  that  both  by  feeding  and  by  inocula- 
tion there  is  a difference  between  guinea-pigs  and  rabbits 
with  respect  to  human  tubercle  and  bovine  tubercirlosis. 
Both  are  more  quickly  affected  b3'  the  . latter,  but 
guinea-pigs  are  easily  and  extensively  affected  by  human 
tubercle,  while  rabbits  resist  this  and  are  considerably 
affected  by  bovine  tubercle,  which  in  them  also  affects 
the  kidneys  more  commonly  than  in  guinea-pigs.  Koch, 
(Mitth.li.ii.Gesiindheitsamt,  ii.  44)  speaks  of  tubercle  of  the 
kidnej's  as  being  genei’ally  more  ccmmon,  after  infection, 
in  rabbits  than  in  guinea-pigs,  but  makes  no  distinction 
as  to  the  material  employed.  Baumgarten  (Tuberliel 
tond  Tuberkulose,  p.  89)  speaks  of  the  cortical  substance 
of  the  rabbit’s  kidney  as  presenting  some  peculiarities. 

‘‘‘  Baumgarten,  Berliner  Min.  Woch.  1880  ; Koch,  ib. 
1882.  Koch  states  that  in  these  cases  it  alwaj-s  com- 


mences in  the  lungs  and  bronchial  glands.  In  the  lungs 
there  are  single  large  caseous  masses,  passing  into 
cavities.  Koch  has  reported  several  cases  of  this  irature. 
Favre  (Gaz.  Med.  1854,  p.  418)  has  described  spontane- 
ous tubercle  of  the  guinea-pig  in  the  liver,  spleen,  and 
mesenteric  glands;  cf.  also  Goujon,  quoted  by  Burdon- 
Sanderson,  Eleventh  Bey.  Metl.  Off'.  Privy  Council, 
1868,  p.  137  ; Gunther  and  Harms,  J«,7ircs6.  Thierarzenei- 
sclmle,  Hannover,  1873,  vol.  vi. ; likewise  Koster,  Kuge, 
and  Bernhardt,  quoted  by  Hering,  Exi).  Studien  Tuber- 
calose,  i)p.  14,  15. 

^ Tenth  and  Eleventh  Bej).  Med.  Off'.  Privy  Council, 
1867-8.  The  result  of  the  first  series  of  Burdon- Sander- 
son’s observations  was  published  by  him  (Pat/;.  Soc.  Trans. 
1867)  a few  weeks  prior  to  the  publication  of  my  own. 

* Klein,  The  Anatomy  of  the  Lymphatic  System, 
1875. 

^ Hering,  Studien  uher  Tuberculose,  Berlin,  1873. 

® Baumgarten,  Zeitsch.  Min.  Med.  1885,  vol.  ix. ; 
also  as  a separate  publication,  Tuberkel  und  Tubercu- 
lose. 

^ Baumgarten  refers  to  a paper  by  Hanssell,  Von 
Griife’s  Archiv  f.  Opih.  vol.  xxv. 

® Terms  referring  to  alterations  in  the  fibrillar  texture 
of  the  nuclei;  cf.  Klein’s  Elements  of  Histology,  for 
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division  and  multiplication  of  the  cells,  giving  rise  to  masses  of  an  epithelioid  character  derived 
entirely  from  this  process  of  division,  and  which  are  advanced  by  the  ninth  day.  Baumgarten 
insists  that  migratory  cells  take  no  part  in  the  first  formation  of  these  cell-masses. 

Bacilli  may  be  found  in  small  cells  undergoing  these  changes,  but  when  they  are  abundant  in  a 
cell,  this  shows  no  tendency  to  division.  The  epithelioid  cells  frequently  show  multiple  nuclei,  but 
giant-cells  are  not  produced,  except  after  inoculation  with  bovine  tuberculosis. 

The  next  change  is  the  formation  of  a reticulum  between  the  tubercle-cells,  which  Baumgarten 
says  may  be  seen  in  frozen  specimens,  and  is  not,  therefore,  an  artificial  product,  due,  as  some  have 
believed,  to  hardening  agents.  In  the  centre  of  the  mass  this  intercellular  sul)stance  is  less  appa- 
rent. It  is  not  constituted  by  i:)rocesses  from  the  cells,  which  remain  everywhere  round.  The  bacilli 
are  most  abundant  in  the  centre  of  the  mass,  the  periphery  becomes  encapsuled  by  a flattening  of  the 
external  layer  of  cells  as  well  as  of  those  of  the  surrounding  tissue.  With  the  encapsuling,  the  cell- 
multiplication  in  these  masses  diminishes,  but  leucocytes  increase.  The  latter  come  from  the  blood- 
vessels ; they  do  not  show  multiplication  except  in  isolated  instances,  but  tend  to  break  down. 
Baumgarten  asserts  that  the  epithelioid  cells  of  tubercle  are  derived  from  the  fixed  cells  of  the  tissue. 

Although  the  growth  of  the  bacilli  apj^ears  to  be  arrested  by  the  encapsuling  of  the  periphery, 
it  continues  in  the  centre,  and  at  the  same  time  the  invasion  of  leucocytes  proceeds  until  the 
mass  presents  the  characters  of  Virchow’s  small-celled  tubercle.'  The  epithelioid  structures, 

■ however,  remain  at  first  distinct,  except  in  the  centre,  where  they  are  masked  by  the  increase  of 
leucocytes  and  bacilli,  and  after  a time  they  are  obscured  generally  by  leucocytes  throughout  the 
tubercle.  In  the  leucocytes  no  bacilli  are  present,  although  these  are  found  in  the  interior  of  the 
epithelioid  cells. 

The  caseation  of  the  tubercle  commences  with  shrivelling  of  the  leucocytes,  whose  nuclei  have 
divided  until  they  present  the  characters  of  pus-cells.  They  then  break  down,  while  their  nuclei 
lose  their  ])ower  of  taking  up  colouring  matter,  but  they  do  not  constitute  abscesses.  The 
epithelioid  elements  undergo  a similar  change,  and  fuse  together  into  shapeless  masses  in  which 
Ijacilli  multiply.  At  first,  as  Weigert  has  described,  the  cheesy  mass  resembles  in  its  reactions  a 
I coagulated  allmminous  substance,  but  it  finally  liquefies — a process  which  is  preceded  b}'  a fibrinous 
! exudation  on  the  anterior  surface  of  the  iris. 

I Baumgarten  states  that  giant-cells  are  formed  in  the  iris  only  when  the  inoculation  has  been 
with  the  products  of  bovine  tuberculosis.  He  does  not  regard  them  as  indicating  any  specificity  or 
I difference  in  the  form  of  tuberculosis,  but  attributes  them  to  the  slighter  infecting  power  of  the 
■j  agent,  and  its  comparative  paucity  in  bacilli,  in  consequence  of  which  the  process  is  less  acute,  and 
the  division  of  the  epithelioid  cells  is  less  rapid.  This  is  borne  out  by  the  fact  that  giant-cells  are 
1 more  abundant  in  the  more  chronic  processes  of  human  tuljercle,  and  in  those  conditions  in  which 
the  number  of  bacilli  is  small  or  their  infective  power  is  weakened.  He  denies  that  the  giant-cells 
arise  from  fusion,  and  attributes  the  peripheral  arrangement  of  the  nuclei  in  them,  which  distin 
guishes  these  bodies  in  tubercle  from  most  others  of  a similar  nature  but  different  origin,  to  the 
presence  of  bacilli  in  their  centre,  there  being,  as  Koch  has  stated, **  a certain  degree  of  antagonism 
lietween  the  positions  of  bacilli  and  of  the  nuclei. 

In  the  cornea,  the  process  varies  in  details  according  to  its  intensity,  and  modifications  are 
caused  by  the  presence  of  the  wound.  When  the  extension  is  watched  from  the  iris  in  cases  of 
medium  intensity,  the  bacilli  are  seen  to  spread  through  the  layers  of  the  cornea,  followed  by  an 
epithelioid  growth,  arising  from  the  cornea-cells ; this  forms  typical  tul)ercle-masses,  undergoing 
the  same  changes,  including  encapsuling,  as  are  ol)served  in  the  iris.  In  many  cases,  however,  an 
invasion  of  leucocytes  takes  place  early  and  obscures  this  growth.  The  invasion  occurs  in  the 
first  place  by  cells  derived  from  the  conjunctiva  at  the  margin,  also  from  vessels  of  new  formation 
extending  from  the  sclerotic.  Baumgarten  denies  that  these  migratory  cells  undergo  multi} »lica- 
I tion,  or  take  any  }iart  in  the  formation  of  the  epithelioid  cells,  and  states  that  the  fixed  cells 
of  the  tissue  are  those  in  which  the  growth  of  the  tubercle  first  comment'.es.  In  some  cases,  in 

' various  references  and  also  Flemming,  ArcJiiv  Creighton  (Bovine  Tuherculosis)  regards  the  giant- 

microscop.  Anat.  vols.  xvi.  xviii.  xxiii.  xxiv. ; also  his  cells  as  one  of  the  indications  of  a siiecitic  character  in 
work,  Kern-  and  ZeUentheilung,  1882.  Baumgarten  bovine  tuberculosis.  Cf.  ante,  note  2,  p.  144,  on  tlie  sus- 
appears  to  find  this  process  almost  constant.  ceptibility  of  rabbits  to  bovine  tubercle. 

' See  ante,  p.  811.  ^ MiUJi.  Ji.k.  Gesundheitsamt,  ii.  16. 
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that  situation,  the  process  is  much  retarded,  and  the  formation  of  granulation-tissue  may  precede 
that  of  the  tubercle.  • The  bacilli  subsequently  penetrate  this  granulation-tissue  and  induce  tubercle- 
formation  in  it. 

The  Peritoneum. — The  peritoneum  was  chosen  Ijy  Klebs  ' as  the  seat  of  his  inoculations,  and  his 
observations  have  been  repeated  by  Burdon- Sanderson,  Klein  and  Kiener,^  and  also  by  Cohnheim  and 
Frankel.®  With  some  differences  to  be  hereafter  alluded  to,  the  results  obtained  by  injection  of 
tubercle  into  the  abdominal  cavity  resemble  closely  those  found  when  the  inoculation  is  performed 
in  other  parts.  In  a few  cases,  as  observed  by  Cohnheim  and  Frankel,  a circumscribed  abscess 
forms,  from  which  the  tubercular  granulations  extend  in  radiating  lines.  In  the  majority  of 
instances,  however,  a disseminated  tuberculosis  is  produced,  affecting  the  omentum,  the  mesentery, 
the  centrum  tendineum  of  the  diaphragm,  and  the  peritoneal  covering  of  the  abdominal  viscera;  but 
in  the  guinea-pig  when  a large  amount  of  infective  fluid  is  injected,  the  omentum  may  form  a 
solid  mass  resembling  an  enlarged  and  caseous  lymphatic  gland. In  a considerable  number  of 
cases  there  is  but  little  exudation.-’’  In  some  instances,  however,  ascites  is  present,  probably  due, 
as  Lebert  believed,  to  the  impaired  circulation  in  the  liver.®  The  nodules  are  usually  of  a small 
size,  miliary,  not  exceeding  a pin's-head  or  a millet-seed,  and  semi-transparent,  but  they  may 
attain  considerable  dimensions  and  become  caseous  masses  (which,  in  some  cases  observed  by 
Koch,  consisted  largely  or  almost  entirely  of  bacilli^),  and  they  are  frequently  associated  wdth 
caseation  of  the  mesenteric  glands.  In  some  eases,  when  the  injection  is  made  into  the  pleura, 
they  appear  as  villous  growths,  and  a similar  appearance  has  been  observed  in  the  peritoneum.** 

There  has  been  considerable  discussion  concerning  the  precise  seat  of  the  tubercles  in  the  peri- 
toneum. In  my  original  observations  I noticed  them  around  the  vessels,  commencing  in  the  peri- 
vascular sheath,  and  extending  thence  to  the  surrounding  tissue,  and  I also  observed  them  originating 
independently  of  the  blood-vessels.®  Burdon- Sanderson  had  previously  noted  their  connection  with 
the  vessels,  but  believed  that  their  seat  W’as  external  to  the  adventitia,  and  was  in  the  connective 
tissue,  which,  loaded  with  fat-cells,  surrounds  this  structure,  and  he  subsequently  found  that  they 
arose,  not  from  the  adventitia  of  arteries,  but  from  the  adenoid  tissue  surrounding  the  veins.'® 
Kiener,  how'ever,  has  stated  that  when  they  surround  capillaries,  they  originate  from  the  endothe- 
lium of  these.  Burdon- Sanderson  " observed  that  the  newly-formed  tissue  was  highly  vascular, 
and  Kiener  noticed  the  formation  of  new  vessels  as  part  of  the  process. 

All  observers'  had  remarked  that  a growth  of  nodules  occurred  independently  of  the  blood- 
vessels,'® and  an  important  advance  was  made  by  Klebs  in  recognising  that  they  were  formed  from 
the  endothelium  of  the  lymphatics.  The  cells  became  enlarged  and  also  germinated,  sometimes  form- 
ing giant-cells  and  sometimes  masses  of  small  cells  covered  by  the  superficial  endothelium  which 


' Klebs,  Virchow’s  Archiv,  vol.  xliv. 

- Kiener,  Archiv  Physiol.  Norm,  et  Path.  1880,  2nd 
ser.  T.  vii.  Cf.  also  Hippolyte  Martin,  ih.  1881,  2nd  ser. 
vol.  viii.,  and  also  Eech.  Anat.  Path.  Tubercle. 

^ Cohnheim  and  Frankel,  Virchow’s  Archiv,  vol.  xlv. 

^ Koch,  Mitth.  h.Jc.  Gesundheitsamt.ii.ll.  A similar 
appearance,  after  feeding,  is  recorded  by  Orth,  Virchow’s 
Archiv,  vol.  Ixxvi.  p.  231.  See  also  Villemin,  Etudes 
sur  lU'  Tubercidose,  561,  and  Von  Waldenbru'g,  ilte  Tuber- 
culose,  p.  335.  Koch  describes  these  cheesy  masses  as 
crowded  with  bacilli. 

= Cf.  especially  Klebs’  experiments.  Koch  (loc.  cit.  p. 
71)  says  that  exrrdation  is  rare  in  the  peritoneum  of  guinea- 
pigs,  -though  common  in  dogs  and  cats.  In  the  pleura  of 
the  guinea-pig,  however,  he  found  large  fluid  exudations. 

® Lebert  and  Wyss,  Virchow’s  Archiv,  vol.  xl. 

’’  Koch,  Berliner  klin.  Woch,  1882,  vols.  ix.  xii. 

® Concerning  the  omentum,  see  Klein,  Anatomy  of 
Lymphatic  System,  i.  79,  80;  for  the  pleura,  ib.  part  ii. 
p.  40  ; for  the  peritoneum,  Kiener,  loc.  cit. ; also  Bolhn- 
ger,  Buhl’s  Mitth.  Path.  InsUtut  Miinchen,  1878,  p. 
200.  A scrofulous  gland  (human),  injected  into  the  jjeri- 
toneal  cavity  of  a goat,  produced  villous  growths  exactly 
like  those  seen  in  bovine  tuberculosis. 

® Compare  Lect.  Coll.  Phys.  pi.  iii.  figs.  1-3. 

Tenth  Pep.  Med.  Off.  Pricy  Council,  1867,  p.  127, 
and  Eleventh  Pep.  ib.  1868,  j).  109.  This  refers  to 
secondary  granulations.  Kiener  describes  them  as 


commonly  isolated,  situated  on  one  side  of  the  vessel  or 
sometimes  surrounding  it,  and  occupying  the  whole  or 
a portion  of  its  wall.  He  appears  (p.  809)  to  have  recog- 
nised, as  an  independent  mode  of  growth,  that  described 
by  Burdon- Sanderson  as  commencing  in  the  adipose  tissue 
external  to  the  artery.  Klebs  (Virchow’s  Archiv,  xliv. 
288)  describes  them  in  the  perivascular  sheath,  which 
he  says  has  a lymphatic  structm-e,  but  the  bulk  of  the 
tubercle  ax->peared  to  be  external  to  this.  He  quotes 
Colin  as  describing  a perivascular  growth  of  omental  tu- 
bercle. (Colin’s  observations  are  in  Gazette  Med.  de  Paris, 
1867  ; also  in  the  Bull.  Acad.  Med.  1867,  and  Union 
Medicale,  1868) 

Burdon- Sanderson,  Eleventh  Pep.  Med.  Off.  Privy 
Council,  1868,  p.  122.  Cf.  also  Klein,  loc.  cit.  part  i.  p.  81. 

Kiener  noticed  that  the  nodules  occasionally  formed 
aromid  nerves.  This  may  probably  be  explained  by  the 
fact  observed  by  Klein,  that  nerves  in  the  peritoneum 
are  sometimes  invaginated  in  lymphatics. 

Klebs,  Virchow’s  Archiv,  vol.  xlii. 

Burdon- Sanderson  {Eleventh  Pep.  Med.  Off.  Privy 
Council,  p.  119)  has  figured  epithelium  covering  a tuber- 
cular nodule.  Baumgarten  describes  it  also  as  at  first  un- 
changed, though  later  undergoing  atrophy.  Kiener  states 
that  the  nodules  subsequently  penetrate  this  covering.  ■ 
There  is  still  some  ambiguity  about  the  use  of  the  term 
‘ epithelium.’  Schafer  prefers  to  retain  that  of  ‘ epithelium  ’ 
with  the  same  significance  as  ‘ endothelium  ’ for  the  super- 
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Martin  and  Kiener  state  may  be  brushed  unchanged  from  the  tnliercular  nodule  l)eneath.  Bnrdon- 
Sanderson  disputed  Klebs’s  view,  and  stated  that  the  growth  in  the  peritoneum  arose  from  masses 
of  adenoid  tissue  normally  existing  in  the  omentum.  Klein  has  shown  that,  though  nodules 
resembling  follicular  tissue  are  found  in  the  omentum  and  ]:ieritoneum,  there  are  other  groups  of 
cell-structures  in  the  connective-tissue  ground-substance,  which  cannot  be  included  in  this  category, 
and  that  the  formation  of  the  tubercular  granulations  occurs  in  various  ways.  During  the  process, 
germination  occurs  in  the  endothelium  of  the  stomata  and  pseudo-stomata,  and  extends  to  that 
lining  the  lymphatic  capillaries  of  which  the  latter  are  the  opening.  At  the  same  time,  the  peri- 
and  endo-lymphangeal  nodules  and  cords,  normally  existing  in  the  tissue,  show  an  increase  both  of 
their  branched  cells  and  also  of  their  lymphatic  cells,  and  the  outgrowths  from  these  may  form 
secondary  cords  and  nodules  covered  with  germinating  endothelium.  Growth  also  occurs  in  the 
branched  cells  of  the  connective  tissue  (‘matrix,’  Klein).  Some  of  these  enlarge,  and  may  form 
‘ myeloplaxes  ’ or  large  multi-nucleated  cells,  while  others  become  vacuolated  and  either  change  into 
lymphatic  vessels,  or  elongate  to  form  blood-vessels.  There  is  thus  a new  formation  both  of  blood 
and  lymphatic  vessels.  Kiener’s  description  corresponds  in  this  respect  with  Klein’s  in  the  state- 
ment that  the  tubercle  forms  from  the  connective-tissue  cells,  from  masses  of  lymphatic  cells 
nominally  existing  in  the  tissue,  and  from  the  fat-cells. 

Klein  has  further  observed  that  in  tuberculisation  produced  l)y  direct  injection  into  the 
peritoneum,  the  first  change  observed  is  the  germination  of  the  endothelium  of  the  stomata  and 
pseudo-stomata,  whereas,  when  the  tul)erculosis  of  the  peritoneum  occurs  as  part  of  a constitutional 
affection,  this  is  only  seen  subsequently  to  changes  in  the  other  elements  of  the  tissue. 

Baumgarten  ' has  described  the  process  as  beginning  by  the  migration  of  bacilli  into  the  fixed 
connective-tissue  cells  and  also  into  the  basis-snbstance  of  the  omentum.  With  this  commences 
‘ karyomitosis  ’ of  these  cells  and  of  the  endothelium  of  the  capillaries.  The  epithelioid  cells  form 
from  the  changes  in  and  proliferation  of  the  fixed  cells,  and  giant-cells  are  ol)served  if  the  inocula- 
tion has  been  with  bovine  tubercle.'^  Penetration  of  lymphoid  cells  and  white  corpuscles  into  the 
tubercular  nodule,  and  subsequent  caseation,  occur  later,  and  in  a manner  similar  to  that  ol)served 
by  him  in  the  iris.  It  is  well  to  remember,  however,  in  relation  to  the  figency  of  bacilli,  that  the 
peritoneum  is  one  of  the  seats  where  extensive  tuberculisation  may  occur  without  the  recognisable 
presence  of  these  organisms.^ 

Subcutaneous  inoculations  tend  to  produce,  in  rabbits,  a cheesy  pus,  prohaoly  from  the  admixture 
of  septic  products.  In  other  cases,  however,  and  also  in  the  guinea-pig,  it  is  not  uncommon  to  find 
a local  subcutaneous  production  of  granulations  identical  in  their  essential  characters  with  those 
found  in  other  parts. ■*  They  vary  in  size  from  less  than  a poppy-seed  to  that  of  a hemp-seed. 
Some  are  semi-transparent  throughont,  others  are  altogether  yellow  and  opaque.  Some  are  yellow 
in  the  centre,  but  with  a semi-transparent  margin.  Large  nodules,  the  size  of  a pea,  caseous  in 
some  parts,  indurated  in  others,  are  also  met  with,  and  present  a striking  resemblance  to  changed 
lymphatic  glands.  The  granulations  also  form  conglomerate  masses.  The  larger  nodules  and 
masses  are  commonly  found  near  the  seat  of  injury.  The  smaller  granulations  are  scattered 
around  these,  and  sometimes  extend  to  the  neighl)ouring  lymphatic  glands,  around  which  they  are 
grouped  in  masses  of  variable  size.  Some  of  these  masses  appear  to  soften  into  a caseous  semi- 
riuid  material. 

In  addition  to  the  granulations,  cords  of  induration  are  seen,  extending  to  variable  depths  and- 
for  variable  distances  through  the  subcutaneous  and  muscular  tissue.  They  may  be  firm  and 
semi-transparent,  but  their  central  portions  are  often  caseous.  Sometimes  they  form  varicose 


ficial  cells  covering  a serous  membrane.  Cf.  Quain  and 
Sharpey’s  Anatomy,  8th  ed.  1876,  p.  43. 

' ZcitscJi.  Idin.  Med.  vols.  ix.  x.  Sep.  Pub.  p.  112. 

“ It  must  be  remembered  that  Klebs  (loc.  cit.)  ob- 
served giant-cells  from  inoctTlation  with  human  tubercle. 
Klein  also  observed  ‘ myeloplaxes,’  but  he  does  not  state 
the  nature  of  the  material  used.  Frerichs  {Bcitriiyo  zur 
Letire  Tuberculose,  Marburg,  1882)  injecting  human 
phthisical  sputa  into  a rabbit’s  peritoneum,  obtained 
giant-cells. 

^ Strieker,  Path.  Infcctions-Kranhheitcn,  p.  132  ; 
Klein,  liep.  Med.  Off.  Local  Govcrn-me7it  Board,  1883-4, 


xiii.  180,  obs.  vii. — bacilli  very  scantj'-  in  tubercle  of 
omentum. 

‘ See  Lcct.  Coll.  Phys.  pi.  i.  figs.  G and  7.  The 
local  subcutaneous  production  of  tubercle-granulations 
was  described  by  Villemin,  L fades  sur  la  Taherculosc, 
p.  594  ; also  by  Lebert,  Virchow’s  Areliiv,  xl.  557.  and 
by  Burdon-Sanderson,  Eleventh  Pop.  Med.  Off'.  Privy 
Council,  1868.  Langhans  (Uehertrayharheif  Tahcr- 
culose  auf  Kaninchen,  Habilitations-schrift,  Marburg. 
1867)  inoculated  under  the  conjunctiva.  Here  (pp.  30-3) 
he  found  also  small  granulations.  See  also  Chauveau, 
quoted  by  Lepine,  Pneumonic  Caseusc,  p.  73. 
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dilatations  reaching  to  the  lymphatic  glancis ; sometimes  cords  extend  from  the  cheesy  lymphatic 
glands  into  the  surrounding  tissue.* 

The  structure  of  these  granulations  shows  in  their  centre  a mass  of  closely  pressed  cells  of  which 
the  nuclei  alone  are  visible.  More  peripherally,  these  cells  are  found  to  lie  in  the  meshes  of  a 
finely  fibrillated  tissue,  and  each  space,  as  Burdon- Sanderson  has  described,  may  contain  two  or  more 
cells.  In  some  places  also  these  meshes  may  contain  single  cells,  thus  resembling  the  ‘ cytogenic 
tissue’  of  His.  Burdon- Sanderson  has  stated  that  the  meshes  become  wide  at  the  periphery, 
where  they  enclose  a greater  number  of  cells  than  in  the  central  parts. 

The  cells  at  the  centre,  as  I have  stated,  are  small  and  densely  packed.  They  vary  from  ^ (tVo 
to  ^in777  of  an  inch  in  diameter.  Those  at  the  periphery  are  larger,  and  vary  from  to 
inch,  and  many  have  double  nuclei.  They  are  epithelioid  in  character,  as  was  noticed  by  Lehert.^ 
The  nuclei  are  tolerably  uniform,  varying  from  -g- oVo  to  g-yVo'  an  inch.  Their  outline  is  sharp 
and  well-defined,  and  their  contents  glistening  and  refractive.  The  larger  cells  are  sometimes  finely 
granular. 

Throughout  the  granulations  many  of  the  cells,  and  also  the  nuclei,  are  seen  in  various  stages 
of  fatty  degeneration.  The  fat  is  sometimes  in  drops,  sometimes  in  a finely  molecular  form.  This 
change  is  most  common  towards  the  centre  of  the  granulations,  but  it  is  also  seen  in  cells  irregu- 
larly scattered  through  the  adjacent  tissue.  In  the  granulations  under  the  conjunctiva  (after 
inoculation  with  human  tubercle),  Langhans  noticed  physalides  and  giant-cells. 

In  some  of  these  granulations,  and  also  in  their  neighbourhood,  there  may  be  occasionally  ob- 
served peculiar  strings  of  rows  or  cells  and  nuclei.  Sometimes  cells,  sometimes  apparently  only 
nuclei,  are  visible.  The  cells  are  of  the  type  of  the  smaller  round  kind.  The  row  or  string  appears 
to  be  bound  by  a limiting  membrane.  The  diameter  of  these  rows  is  twice  or  three  times  that  of  a 
capillary.  They  have  no  fibrous  investment  like  a vein,  no  muscular  coat  like  an  artery.  Then- 
appearance  suggests  that  they  are  lymphatics  distended  by  a growth  of  cells.® 

Burdon- Sanderson  has  described  other  granulations  in  the  loose  connective  tissue  between  the 
muscular  and  tendinous  layers,  which  he  regards  as  different  in  character  from  the  foregoing,  and 
of  an  inflammatory  nature,  indicated  by  the  larger  size  of  the  cells,  and  their  obvious  development 
from  connective-tissue  corpuscles,  together  with  the  absence  of  reticulum. 

Direct  injection  into  the  veins  produces  a generalised  disease,  chiefly  affecting  the  lung.  Injec- 
tion into  the  joiirts  also  produces  local  tuberculosis,  which  may  become  generalised,  and  Schuller 
has  found  that  after  injection  into  the  blood,  either  of  tubercular  matter  or  of  culture  from  this, 
an  injury  to  a joint  is  capable' of  localising  a tubercular  process  in  the  injured  part,  closely  re- 
sembling the  scrofulous  and  tubercular  joint-disease  that  occurs  spontaneously  in  man — including 
the  gelatinous  swelling  of  the  synovial  membrane  and  the  formation  of  caseous  masses  in  the  bones. 
The  tubercular  growths  were  characterised  by  epithelioid  cells  and  giant-cells,  but  the  latter  were 
variable  in  number  and  appearance.® 

Tlie  chief  secondary  affections  observed  are  in  the  lymphatic  glands,  the  lungs,  liver,  spleen, 
kidneys,  intestines,  and  serous  membranes.  Many  other  secondary  affections  have  been  met  with, 
some  of  a tubercular  nature,  others  less  distinctive,  but  akin  to  those  of  scrofula.  Among  the 
former  may  be  mentioned  tubercle  of  the  choroid  (from  subcutaneous  inoculation  and  feeding),  of 
the  meninges,  the  testicle,  and  in.some  cases  of  the  bones  '*  and  uterus.®  Von  Waldenburg  described 


‘ See  Lect.  Coll.  Phys.  pi.  i.  fig.  7. 

Ih.  pi.  ill.  fig.  7.  In  my  description,  I stated  that 
these  parts  resembled  the  elementary  structure  of  a lym- 
phatic gland.  Burdon-Sanderson  considers  the  compari- 
son imperfect,  as  the  fibres  are  coarser  and  contain  groups 
of  cells.  He  failed  to  find  the  structure  which  I have 
figured. 

^ Ih.  pi.  hi.  fig.  6.  Burdon-Sanderson  has  figured  these 
cells,  Hep.  Med.  Off.  Privy  Council,  1868,  vol.  vii. 

■*  For  further  details  I must  refer  to  Schuller’s  work, 
E xperimentelle  und  histologische  Untersuchmigen  iiher 
scrofidose  und  tuherculdse  GelenJdeiden,  Stuttgart, 
1880. 

^ Choroid  : Cohnheim  and  Frankel,  Virchow’s  Ar- 
cliiv,  xlv.  218.  Orth  (Virchow’s  Archiv,  Ixxvi.  233) 
speaks  of  them  as  frei^uent  in  the  choroid,  and  as  having 


occurred  once  in  the  iris  (exjieriments  with  feeding.) 
See  also  Von  Waldenburg,  Die  Tuberculose,  p.  334. 
Meninges  : Gunther  and  Harms,  Bericht  Thiorarzenei- 
scliule  zu  Hannover,  1873,  p.  57.  Orth  [loc.  cit.)  found 
two  cases  of  tubercle  of  the  brain.  Testicle  ; Orth,  loc. 
cit.  Bones — Ribs : Villemin,  Mech.  sur  la  Tuberculose, 
p.  537. — Periosteum  of  Orbit : Von  Waldenbm-g,  Die 
Tuberculose,  ii.  312  ; Caries,  ih.  p.  275  (this  was  by  in- 
jection with  non-tubercular  material).  Hering  {Studien 
iiher  Tuberculose,  p.  55)  caries  of  vertebrie.  Baumgarten 
speaks  of  it  as  common. 

“ 1 met  with  this  in  two  cases.  The  interior  of  the 
uterus  was  filled  with  caseous  matter,  and  tubercular 
granulations  existed  in  the  sub-mucous  and  intertubular 
tissues. — Lect.  Coll.  Phys.  p.  17. 
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peculiar  skin  affections  and  also  keratitis.  His  cases  of  this  nature  resulted  from  apparent  infection 
with  indifferent  substances ; but,  as  Hering  obtained  similar  results  from  inoculations  with  tubercle, 
it  is  probable  that  Von  Waldenburg’s  cases  arose  from  accidental  infection  in  the  manner  before 
suggested.  ‘ 

Of  the  lymphatic  glands,  it  may  be  stated  that  those  are  almost  invariably  affected  which  lie  in 
the  direct  tract  of  the  lymph-current  proceeding  from  the  seat  of  local  infection.  Thus,  in  the  eye, 
the  submaxillary  and  cervical  glands  suffer,  and  in  subcutaneous  inoculations  a similar  rule  is 
observed.  It  was  also  noted  by  Klebs  that,  in  experiments  with  feeding,  the  mesenteric  glands 
suffered  to  a predominant  degree.  The  affection  of  the  glands  is  usually  also  proportioned,  in 
distribution  and  degree,  to  that  of  the  organs  to  which  they  stand  in  physiological  relation  ; but 
some  exceptions  occur,  as  I have  myself  observed,  in  which  a generalised  affection  of  a large  pro- 
portion of  the  glands  occurs,  without  any  such  apparent  connection.^ 

The  glands  affected  present  a great  increase  in  size ; they  may  be  found  forty  to  fifty  times 
their  natural  weight,  and  may  be  five  or  six  times  their  natural  dimensions.^  The  enlargement  is 
also  shown  by  the  apparent  multiplication  of  glands  where  none  are  naturally  discoverable.  The 
early  changes  appear  occasionally  to  consist  in  a vascular  swelling,  and  this  may  at  once  pass  into 
suppuration.''  Burdon-Sanderson  observed  that  suppuration  was  found  in  glands  adjacent  to  sub- 
cutaneous abscesses,  but  that  it  did  not  occur  in  the  internal  glands,  or  in  those  situated  subcu- 
taneously, unless  in  proximity  to  such  abscesses. 

In  advanced  stages  they  are  found  on  section  to  be  indurated,  and  to  present  a glistening, 
homogeneous,  quasi-cartilaginous  appearance,  showing  very  little  distinction  between  the  cortical 
and  medullary  portions.  Through  them  are  scattered  specks,  lines,  or  streaks  of  caseous  de- 
generation, which  may  form  masses  the  size  of  a pea,'^  and  these  masses  may  soften  into  a 
creamy,  diffluent  material.  The  enlargement  appears  to  take  jfiace  by  a thickening  of  the  capsule, 
within  which  fresh  growth  of  glandular  tissue  occurs.®  Baumgarten  has  described  ^ the  changes  in 
the  cervical  lymphatics  in  the  earliest  period  of  secondary  infection  from  the  eye,  as  consisting,  in 
the  first  place,  of  the  finest  specks  of  a yellowish-grey  colour  in  the  cortical  substance,  which  other- 
wise presents  the  normal  appearance.  These  specks  enlarge,  and  become  slightly  prominent  whitish 
nodules,  which  increase  in  size  and  number  with  the  swelling  of  the  gland,  and  show  caseous  change 
in  their  centre.  From  the  cortical,  they  gradually  invade  the  medullary  substance,  and  in  both 
regions,  by  confluence,  they  form  large  cheesy  masses.  These  masses  are  at  first  hard  and  firm,  so 
that  the  gland  has  been  said  to  resemble  a ‘ fresh  potato,’  but  later  they  break  down  into  a soft 
cheesy  mass.  Baumgarten  l)elieves  that  the  mesenteric  glands  are  infected  in  some  cases  directly 
from  the  blood,  and  in  such  cases  the  medullary  substance  is  primarily  affected,  the  variation 
being  due  to  the  difference  in  the  channel  by  which  the  infection  reaches  the  gland,  the  peripheral 
parts  suffering  first  when  this  occurs  through  the  lymph-current. 

The  histology  of  the  process  in  the  glands  after  inoculation  has  been  also  most  fully  described 
by  the  same  observer.  In  the  earliest  stages,  bacilli  are  found  free  in  the  lacunfe  of  the  reti- 
culum, but  predominantly  in  the  fixed  cells  of  this  structure,  and  also  in  the  cells  of  the  capillary 
walls.  They  are  not  found  in  the  lymphatic  corpuscles.  With  invasion  of  the  bacilli,  there 
commences  a proliferation  of  the  fixed  cells  of  the  reticulum,  out  of  which  masses  of  epithelioid 
cells  are  formed.  These  are  either  round  or  cubical,  star-shaped  or  spindle-shaped.  In  the 
latter  case  their  processes  pass  into  the  trabeculae  of  the  reticulum.  Bacilli  are  found  in  their  in- 
terior, and  the  white  granulations  in  the  cortex  are  formed  of  these  accumulations  of  epithelioid 
cells.  Multiplication  does  not  occur  in  the  lymphatic  corpuscles,  which  gradually  disappear  with 
the  increase  of  the  ephithelioid  cells.  These  latter  also  show  multiplication  of  their  nuclei,  and  by 


' See  Von  WaldenLurg’s  Die  Tuherculose,  pp.  306- 
364.  Hering  (Studicn  iiber  Tuherculose,  p.  55)  observed 
a skin  disease  resembling  lupus,  inflammation  of  the  eye, 
ulceration  of  the  cornea,  and  also  periostitis,  pericarditis, 
and  endocarditis.  (It  is  probable  that  these  latter  were 
septic.) 

iSee  Villemin,  Etudes  sur  la  Tuherculose,  p.  548  ; 
Von  Waldenburg,  Die  Tuherculose,  pp.  334,  343. 

^ Burdon-Sanderson,  Tenth  Bej).  Med.  Off.  Privy 
Council,  p.  118. 

''  Hering,  Studien  iiber  die  Tuherculose,  p.  19. 


Lect.  Coll.  Plt.ys.  pi.  i.  flg.  5. 

Burdon-Sanderson,  Eleventh  Be^}.  Med.  Off.  Privy 
Council,  p.  103. 

’ Zeitsch.Mm. Med. andalso  TuberkeDmid,  Tuherculose, 
pp.  58,  64,  68.  He  calls  attention  to  the  fact  that  changes 
of  a purely  histological  character  may  sometimes  be  found 
when  none  are  visible  without  the  use  of  the  microscope, 
and  therefore  remarks  that  statements  of  pm-ely  local 
effects  resulting  from  inoculation  must  he  received  with 
reserve  ; note  p.  58. 
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this  process  giant-cells  are  formed.  These  are  constant  after  inoculation  with  bovine  tubercle,  and 
occur  also  when  the  effects  produced  by  ordinary  tubercle  are  retarded,  either  by  the  mode  of  injec- 
tion or  by  early  extirpation  of  the  bulb  of  the  eye.'  In  the  later  stages  of  the  tubercular  change 
there  is  a large  increase  of  the  white  blood-corpuscles,  hut  a complete  transformation  of  the  growth 
into  small-celled  tubercle  does  not  occur,  inasmuch  as  caseation  takes  place  early,  and  the  epithe- 
lioid cells  lose  their  nuclei  and  become  changed  to  scales,  which  do  not  imbibe  colouring  matter.''^ 
The  fibroid  change  has  been  described  by  Burdon- Sanderson  as  commencing  in  the  septa  and  ex- 
tending to  the  alveoli  (‘  follicles,’  Klein),  and  affecting  all  the  medullary  cords  and  the  lymph-sinuses. 
In  the  follicles,  the  reticulum  thickens,  so  that  a fine  network  of  threads  becomes  converted  into 
one  of  transparent  cords,  while  in  the  sinuses  there  appears  to  be  a new  formation  of  fibre-tissue 
traversing  these  in  irregular  Ijands.  Larger  cells  than  those  normally  present  are  found  in  the 
interstices  of  these  cords  and  bands.^ 

SFeen. — The  affection  of  the  spleen,  which  is  almost  constant,  resembles  very  closely  that  of 
the  lymphatic  glands.'  The  organ  enlarges  greatly,®  sometimes  without  any  appreciable  change  of 
structure.®  In  the  majority  of  cases  it  presents  granulations  and  other  changes.^ 

The  granulations  are  often  prominent  on  the  external  surface,  forming  rounded  masses,  some- 
times miliary  and  transparent,  sometimes  opaque.  On  section,  the  appearances  are  more  varied. 
Semi-transparent  firm  granulations  are  seen,  singly  or  in  groups,  or  similar  granulations  are 
found  which  have  cheesy  centres.  In  other  instances  the  granulations,  which  are  about  twice  the 
size  of  the  normal  Malpighian  bodies,  have  a whitish  appearance,  and  are  agglomerated  into  race- 
mose groups. 

There  are,  in  addition,  areas  of  a clear,  glistening,  firm,  semi-transparent  tissue,  resembling 
those  found  in  the  lymphatic  glands,  and  hereafter  to  be  described  in  the  liver.  In  some  instances, 
areas  of  caseous  change  may  be  found,  dry,  friable,  and  opaque.  They  are  not  distinctly  limited 
from  the  surrounding  tissue,  and  are  not  surrounded  by  any  zone  of  injection.  I have  also  found, 
in  some  instances,  areas  of  the  size  of  a hazel-nut  composed  of  a diffluent  softened  amorphous 
material.®  Hfemorrhagic  extravasations  are  only  occasionally  met  with.® 

Baumgarten  describes  the  process  in  the  spleen,  like  that  in  the  lymphatic  glands,  as  com- 
mencing with  the  penetration  of  bacilli  into  the  tissue-cells,  and  the  formation  of  tubercles  as  com- 
mencing both  in  the  Malpighian  corpuscles  and  also  in  the  pulp  and  trabeculte.  He  describes  the 
early  stages  as  consisting  in  a production  of  epithelioid  and  giant-cells  in  all  these  parts,  similar 
to  the  change  which  he  describes  in  the  lymphatic  glands ; he  believes  that  a secondary  infiltration 
of  leucocytes  occurs. 

The  later  stages  have  been  fully  described  by  Burdon- Sanderson'®  as  consisting  of  an  increase  of 
the  reticulum,  producing  an  adenoid  growth  akin  to  that  seen  in  the  lymphatic  glands,  and  which, 
as  I have  observed,  may  pass  into  similar  fibroid  changes. 

Lnnj. — The  affection  of  the  lung  has  been  minutely  described  by  a large  number  of  observers. 
It  is  the  most  common  of  the  secondary  affections,  but  it  may  also  be  produced  primarily  by 
inhalation  of  a spray  containing  tubercular  matters,  both  in  the  form  of  the  sputa  of  phthisical 
patients,  and  of  solid  tubercle  from  the  lymphatic  glands  and  other  parts  rubbed  up  with  water,  or  of 
a cultivation  from  these  materials,  and  also  by  the  direct  injection  of  such  material  into  the  trachea. 


^ Ilering  (ExjJerinientelle  Stvdien  iihcr  Tiiherculose 
p.  57)  found  giant-cells  in  the  glands  after  inoculation 
with  human  tubercle. 

Baumgarten  points  out  that  his  description  differs 
from  that  given  by  Schiippel  of  spontaneous  tubercle  of 
the  glands,  inasmuch  as  Schiippel  thought  that  the  epithe- 
lioid cells  and  giant-cehs  are  derived  from  small  cells, 
while  Baumgarten  believes  that  tliey  arise  from  the 
proliferation  of  the  cells  of  the  reticulum. 

^ Eleventh  liej).  Med.  Off.  Privy  Council,  1868. 
Cornil  and  Pianvier  (Manuel  Hist.  Pathol,  i.  654)  believe 
that  the  fibroid  change  extends  from  the  blood-vessels. 

Burdon -Sanderson,  Eleventh  Ec2).  Med.  Off'.  Privy 
Council,  p.  104  ; Baumgarten,  loc.  cit. 

^ Burdon- Sanderson  (Tenth  Eej).  Med.  Off.  p.  124) 
says  that  the  normal  size  of  the  spleen  in  the  guinea-pig 
is  about  half  an  inch  long,  and  the  normal  weight  half  a 
gramme  to  a gramme.  He  met  with  one  two  inches 


long.  I measured  one  2-i  inches  long,  Ij  broad  and  i an 
inch  thick.  The  weight  of  two  given  by  Burdon- Sander- 
son was  9'  grammes  and  8 grammes. 

Burdon -Sanderson  (Tenth  Eep.  p.  125)  says  that 
this  occiuTed  in  nine  out  of  twenty-one  ; in  all  but  two, 
however,  granulations  were  present. 

’ See  Lect.  Coll.  Phys.  pi.  i.  figs.  2 and  3.  See  also 
Koch,  Mitth.  h.h.  Gesundheitaamt,  fig.  53. 

® Koch  (loc.  cit.  p.  44)  says  that  though  the  spleen 
in  the  guinea-pig  undergoes  an  extensive  coagulations- 
necrosis,  it  does  not  caseate.  I think  this  statement  too 
general.  Burdon-Sanderson  met  with  calcareous  changes 
after  inoculation  with  human  tubercle.  Orth  (Virchow’s 
Archiv,  Ixxvi.  p.  232)  found  them  af.er  inoculation  with 
bovine  tubercle. 

® Burdon-Sanderson,  loc.  cit. ; Koch,  loc.  cit. 

Burdon-Sanderson,  Tenth  i?ep.  p.  126  ; Eleventh 
Eep.  p.  105. 
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A considerable  number  of  experiments  have  been  of  the  last-named  class.'  A large  proportion  of 
failures  have  occurred  in  the  hands  of  some  observers,  both  by  inhalation  and  tracheal  injec- 
tion, and  the  relative  amount  of  success  has  varied  considerably ; in  some  instances  it  has  been 
constant.  It  has,  however,  been  relatively  much  greater  with  inhalation  than  with  injection 
into  the  trachea.^  Non-tubercular  material  aird  disinfected  sputa  have  failed  to  produce  similar 
results.* 

The  effect,  in  all  the  successful  cases,  has  been  the  production  of  appearances  in  the  lung 
which  are  practically  identical  with  those  found  in  tubercular  disease  in  man,  and  have  also  very 
closely  corresponded  to  those  produced  by  inoculation.  G-rey  granulations  were  frequent,  diffuse 
caseations  and  infiltrations  have  also  been  found,  and,  in  a few  rare  cases,  cavities  have  been 
formed.  The  changes  found  have  not  presented  any  marked  differences  whether  the  materials 
introduced  have  been  tubercular  substances,  or  phthisical  sputa,  or  cultivations.  The  appearances, 
moreover,  have  varied  but  little  in  different  animals,  although  in  rabluts  there  is  apparently  a 
somewhat  greater  tendency  to  caseation  than  in  dogs.  In  two  instances,  sheep  thus  affected  showed 
changes  akin  to  those  seen  in  bovine  tuberculosis. In  these  experiments,  with  the  exception  of 
those  by  Koch,  there  is  a predominant  tendency  to  limitation  of  the  disease  to  the  lungs,  and  a 
frequent  absence  of  secondary  affections  ; those  that  are  recorded  are  often  of  a doubtful  nature. 
Koch,  on  the  other  hand,  by  inhalation  of  cultivated  bacilli,  usually  obtained  secondary  affections 
of  the  liver  and  spleen  in  animals  living  more  than  twenty-eight  days,  but  in  previous  experiments 
secondary  affections  were  absent,  both  by  inhalation  and  by  tracheal  injection.® 

The  changes  in  the  lungs,  ensuing  after  secondary  infection,  consist  mainly  of  three  classes  : — 


' Inhalation  : Tappeiner,  Virchow’s  Arcldv,  vols. 
Ixxiv.  Ixxxii. ; Schottelius,  Virchow’s  Archiv,  vol.  Ixxiii.  ; 
Berthran,  Deutsches  Archiv  klin.  Med.  vol.  xxvi. ; 
Deichselbaum,  Centralblatt  med.  Wissensch.  188‘i. 
Frerichs,  together  with  Vahle,  Frerichs’  Beitrdge  Lehre 
Tuber culose,  1882,  and  Vahle,  Beitrdge  Lehre  Inhala- 
tions- Tubercidose,  Diss.  Marburg,  1881 ; Veraguth,  Arch, 
exp.  Pathol.  1883,  vol.  xvii. ; Giboux  (air  expired  by 
phthisical  persons)  Comptes  Bendas  Acad.  Sciences, 
1882  ; Koch,  Mitth.  h.k.  Gesundheitsamt,  vol.  ii.  Injec- 
tion INTO  trachea;  Eeinstiidler,  Archiv  exp.  Pathol. 
vol.  xi. ; Schuller,  ib. ; Kiissner,  Deutsche  med.  Woch. 
1883 ; Poten,  Expi.  Untersuch.  Lungenschwindsucht, 
Diss.  Gottingen,  1883 ; Schaffer,  Verbreitung  T'ubercu- 
lose  in  den  Lungen,  Diss.  Berlin,  1884.  (To  the  follow- 
ing I have  not  been  able  to  obtain  access  ; Lippi  and 
also  Schweniger,  Ber.d.  SOsten  Naturfbrschcr-Versnmm- 
lung  Miinchen;  Balagh,  quoted  by  Spina,  Tubercidose, 
J3.  68.  Poten,  Reinstadler,  and  Schaffer  also  injected 
directly  into  the  lung,  by  means  of  a hypodermic  syringe 
introduced  through  the  thoracic  wall,  with  very  similar 
results. 

® Thus,  in  cases  where  tuberculous  materials  were 
used  by  inhalation,  there  have  been,  exclusive  of  Koch’s 
experiments,  sixty-one  animals  used  (thirty-three  dogs, 
four  goats,  twenty-four  rabbits),  and  of  these,  forty-nine 
were  found  to  have  tubercle,  19  per  cent,  escaping. 
Veraguth  was  the  least  successful,  chiefly  with  rabbits. 
Goats  were  affected  in  all  the  experiments.  Tappeiner, 
Weichselbaum,  Berthener  and  Frerichs  (chiefly  on  dogs) 
were  all  successful.  Koch,  in  twenty-six  cases  (rabbits, 
guinea-pigs,  rats  and  mice)  succeeded  in  all.  Of  thirty- 
one  cases  of  tracheal  injection  (four  dogs  and  twenty- 
seven  rabbits  or  guinea-pigs)  only  nineteen  succeeded 
(or  failures  36  per  cent.)  Kiissner,  however,  states 
that  all  his  experiments  of  this  nature  were  successful. 
(His  data  do  not  admit  of  numerical  analysis.) 

* Schottelius  believed  that  non-tubercular  substances, 
when  thus  introduced  into  the  lung,  could  produce 
tubercle,  but  the  changes  thus  produced  appear  to  have 
been  more  of  the  nature  of  lobular  pneumonia.  Kiissner 
produced  pneumonia  breaking  down  into  cavities  by 
injection  of  non-tubercular  sputa,  but  somewhat  similar 
results  have  followed  division  of  the  vagi,  when  the  affec- 
tion has  been  shown  by  Frey  to  be  due  to  the  passage  of 
saliva  into  the  lungs. 

■*  Thus,  apart  from  Koch’s  observations,  in  thirty-four 


dogs,  chiefly  infected  by  inhalation,  there  were  appear- 
ances either  described  as  grey  granulations,  peribronchial 
gi'anulations,  or  miliary  tubercle,  in  thirty-two.  In  thir- 
teen they  are  the  only  kind  of  gi'anulations  described. 
In  one,  desquamative  pneumonia  was  found  alone.  In 
one,  ‘ miliary  catarrhal  pneumonia.’  In  sixteen,  caseous 
changes  were  also  present,  and  in  seven,  infiltration  and 
miliary  pneumonia.  In  twenty-one  rabbits,  grey  granu- 
lations or  bodies  of  this  class  (see  above)  existed  in  thir- 
teen, alone  ('?)  in  five,  caseous  change  in  fifteen,  alone  in 
four.  Infiltrations,  with  grey  granulations  in  three,  with- 
out in  one.  Miliary  pneumonia  alone  (early  stages)  in 
four.  Vahle  (loc.  cit.  p.  33)  has  noticed  the  predominance 
of  caseous  change  in  rabbits  by  this  process.  The  state- 
ment applies  to  rabbits  generally  (see  later).  In  two 
goats  (Veraguth),  the  nodules  were  large,  with  excess  of 
fibroid  tissue  and  calcification,  and  abundant  giant-cells. 
In  one,  living  150  days,  cavities  were  found.  In  the  omen- 
tum of  one  were  large  calcified  glands.  In  one  goat, 
Bertheau  found  peribronchial  and  alveolar  granulations 
with  the  structure  of  tubercle.  Of  three  guinea-pigs, 
all  had  grey  (?)  tubercles.  Cavities  were  found  in  two 
dogs  (Taiipeiner),  in  one  rabbit  (two  more  by  Kiissner), 
and  in  one  goat.  As  regards  the  material  employed, 
there  are  only  six  cases,  apart  from  Kiissner ’s  and 
Koch’s,  where  cultivations  were  emplo,yed,  and  these 
emln-ace  two  out  of  the  four  cases  where,  in  rabbits, 
caseation  was  found  without  grey  granulations,  showing 
that  the  effects  in  the  others  were  not  due  to  the  sp)uta 
as  such.  In  three  guinea-pigs  they  corresponded  to  the 
changes  usually  found.  Koch  describes  the  changes  as 
more  essentially  alveolar,  and  the  nodules  as  wanting 
sharj)  definition.  This  is  confirmed  by  the  observations 
of  some  authors  on  the  early  stages  of  inhalation-tubercle, 
but  others  describe  peribronchial  growths  and  granula- 
tions. I have  classed  the  peribronchial  as  ‘grey,’ since 
they  usually  have  this  character.  Baumgarten  (Zeitsch. 
klin.  Med.  ix.  271)  says  that  injection  of  bacilli  into  the 
trachea  produces  diffuse  caseous  pneumonia.  It  must  be 
remembered  that  the  early  stages  of  the  secondary  affec- 
tions of  the  lung,  after  subcutaneous  inoculation,  have 
been  described  by  some  writers  as  pneumonic  (Burdon- 
Sanderson,  Hering.) 

^ Thus,  out  of  thirty-six  inhalation-experiments 
(thirty-three  dogs,  three  rabbits)  there  were  secondary 
affections  only  in  sixteen,  and  in  thirteen  only  of  these 
was  there  a secondary  affection  of  more  than  one  organ 
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granulations  and  nodules,  diffuse  infiltrations,  diffuse  caseous  changes  and  cavities.  The  three  last 
are  all  comparatively  rare.  The  nodules  and  granulations  are  most  abundant  towards  the  surface 
of  the  lung,  but  they  are  also  found,  though  less  extensively,  in  the  deeper  parts.  They  are  compara- 
tively equally  numerous  in  all  parts  of  the  lung,  not  showing  any  preponderant  tendency  to  affect  the 
apex.'  They  are,  for  the  most  part,  semi-transparent,  ‘iron  grey’  in  colour  (Burdon- Sanderson), 
firm,  or  even  hard,  and  intimately  connected  with  the  pulmonary  tissue.  They  vary  in  size  from 
scarcely  visible  specks  to  a pin’s  head,  a poppy,  a millet,  or  a hemp  seed.  The  larger  nodules  are 
commonly  caseous  in  their  centres,  with  a semi-transparent  margin.  Before  the  caseous  change 
has  occurred,  they  are  slightly  prominent ; after  this  has  set  in  they  are  depressed  in  the  centre 
(Burdon-Sanderson).  The  smaller  nodules  are  usually  semi-transparent  throughout.  Sometimes, 
however,  very  minute  granules  may  be  found  of  a yellow  colour.  These  are  chiefly  met  with  in  the 
rabbit,  and  in  this  animal  they  may  sometimes  be  found,  in  very  early  stages  (ten  days),  white  and 
soft.^  In  shape  they  may  he  rounded  or  irregular.  They  are  also  sometimes  found  conical  in  form, 
with  the  base  at  the  periphery  of  the  lung.^  The  granulations  may  he  isolated,  or  confluent  in 
larger  and  smaller  groups.  In  some  cases  they  may  present  a distinctly  racemose  appearance.'* 
Occasionally,  when  thus  clustered  together,  an  appearance  of  a fibrous  network  is  seen  running 
between  the  individual  granulations,  similar  to  that  which  is  not  unfrequently  observed  in  the 
human  lung.  A large  proportion  of  the  granulations  are  found  to  he  cheesy  in  their  centres,  and 
the  caseous  material  may  be  found  occasionally  softened  to  potential  cavities.'^  In  rare  instances, 
cavities  of  larger  size  may  be  found,  apparently  due  to  the  softening  of  groups  of  granulations,  but 
more  commonly  to  that  of  tracts  which  have  probably  been  larger  areas  of  caseous  infiltration.® 
The  nodules  are  seated  in  the  peribronchial  and  perivascular  sheaths,  affecting  both  arteries  and 
veins,  and  they  are  also  found  in  the  pulmonary  tissue  apparently  unconnected  with  either  of  the 
foregoing. 

Klein  is  of  opinion  that  the  earliest  change  occurs  in  the  perivascular  sheaths  both  of  the 
pulmonary  artery  and  vein,  though  appearing  first  in  the  former.'^  In  these,  thickenings  take 
place,  which  are  rounded  on  transverse  section  and  cord-like  on  longitudinal  section,  though 
nodular  masses  or  swellings  may  also  be  found  in  the  course  of  the  vessels.®  Growth  also  occurs  in 
the  endothelium  of  the  pulmonary  artery,  so  that  the  interior  of  the  vessel  may  be  lined  by  layers 
of  cells  narrowing  its  cavity,  while  the  wall  is  laminated  by  lymphoid  and  epithelioid  cells  infiltrated 
into  its  structure.®  The  nuclei  of  the  capillary  walls  of  the  alveoli  also  participate  in  this  change.'® 
This  growth  obliterates  the  capillaries,  as  is  shown  by  the  non-penetration  of  injection,  their  course 
being  marked  only  by  lines  of  nuclei,  or,  as  Klein  has  described  them,  by  nucleated  threads.  The 
obliteration  of  the  capillaries  may  extend  for  a considerable  distance  beyond  the  apparent  area 
occupied  l:)y  the  tubercle.  In  the  sheaths  of  the  vessels  the  growth  is  described  by  Klein  as  a filling 
of  the  perivascular  lymphatics  with  lymphoid  cells  (which  he  regards  as  being  for  the  most  part 
elongated  blood-corpuscles)  between  which  a reticulum  subsequently  forms  and  constitutes  an 
adenoid  tissue  (endolymphangeal).  In  some  cases,  however,  an  extension  takes  place  into  the 
neighbouring  tissue  by  a growth  of  a similar  kind  surrounding  the  lymphatic  vessels  (peri- 
lymphangeal). 

The  peribronchial  growths  have  a structure  very  similar  to  the  periarterial.  Burdon-Sanderson 
describes  them  as  originating  on  the  exterior  of  the  smallest  bronchi  in  masses  of  adenoid  tissue, 

in  addition  to  the  lung.  Out  of  these  thirteen,  eleven  are 
stated  by  Weichselbaum  to  have  had  the  kidneys, 
bronchial  and  mesenteric  glands  affected.  In  seventeen 
cases  of  tracheal  injection  (one  dog,  thirteen  rabbits, 
three  guinea-pigs)  there  were  secondary  affections  in 
nine,  but  only  in  three  of  more  than  one  organ.  Kiissner 
obtained  none.  In  one  case  by  Poten,  after  injection  into 
the.  huigs,  these  organs  escaped  and  the  liver  was 
affected. 

' Martin  {Revue  de  Medecine,  1882,  ii.  915)  describes 
an  instance  of  caseous  pneumonia  in  the  rabbit,  passing 
into  excavation,  which  commenced  at  the  base  ; (peritoneal 
inoculation). 

Cheesy,  cf.  Villemin’s  Etudes,  pp.  533-5 ; Von 
Waldenburg,  Die  Tuherculose,  pp.  298,  331  : white  and 
soft,  ih.  p.  255. 

® Burdon-Sanderson,  I?ep.  Med.  Off.  Privy  Council, 


1867,  X.  119  ; Klein,  Anatomy  LyjjijAiatic  System,  ii.  52. 

Lebert  and  Wyss,  Virchow’s  Archiv,  xl.  562. 

^ Burdon-Sanderson,  Tenth  Rejr.  Med.  Off.  Privy 
Council ; Lebert,  Virchow’s  Archiv,  vol.  xli. 

Villemin,  Etudes,  p.  533 ; Kiener,  BuM.  Soc.  Med. 
Hop.  1881  : injection  into  veins  ; affection  limited  to 
lungs.  Martin,  Rev.  de.  Med.  1882,  ii.  915 ; Hering, 
Expi.  Studien  ilber  Tuherculose,  pp.  19,  20,  55.  See  also 
notes  on  direct  introduction  by  the  trachea,  when  cavities 
appear  to  be  more  frequent. 

’’  Klein,  loc.  cit.  pp.  55,  60. 

® Lect.  Coll.  Phys.  pi.  ii.  figs.  2 and  3. 

® Klein,  loc.  cit.  p.  61.  Baumgarten  {Tuberkel  und 
Tuherculose,  p.  76)  describes  the  early  structure  of  their 
changes  as  being  chiefly  epithelioid. 

Lect.  Coll.  Phys.  pi.  ii.  figs.  2,  5,  and  6. 
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which  lie  outside  the  tube,  in  the  loose  cellular  tissue  between  it  and  the  adjacent  artery.  In  the 
larger  tubes  they  lie  within  the  bronchial  sheath.*  Klein  describes  them  as  ovoid,  and  thus 
distmguishes  them  from  the  cord-like  masses  of  periarterial  growth,  though  they  may  occasionally 
assume  the  latter  form.^  They  originate  in  collections  of  adenoid  tissue  normally  existing  in  this 
part,  which  Klein  describes  as  a perilymphangeal  growth,  and  which  are  identical  with  lymph-follicles. 
In  the  smallest  bronchi,  they  may  pass  between  the  muscular  and  mucous  coats. 

In  the  process  of  tuberculisation,  these  masses  of  tissue  increase  in  size,  and  tend,  in  the  larger 
bronchi,  to  become  confluent ; but  they  maintain  a well-defined  outline,  and  the  chief  change  consists 
in  a hyperplasia,®  mingled,  however,  with  larger  epithelial  cells  derived  from  the  fixed  cells  by  a pro- 
cess of  division."*  Burdon- Sanderson  states  that  the  mucous  membrane  of  the  bronchi,  around 
which  this  growth  exists,  may  be  comparatively  unaffected.®  The  growth  may,  however,  extend 
into  the  submucous  tissue,®  and  after  inoculation  a stripping  of  the  epithelium  has  been  seen 
by  Schuller.^  Direct  injection  into  the  trachea  has,  in  some  cases,  been  followed  by  ulceration ; * 
occasionally  by  polypoid  growths  of  the  mucous  membrane.® 

There  is  some  difference  of  opinion  with  regard  to  the  mode  of  the  origin  of  nodules  which 
are  found  in  the  lung-tissue.  Burdon- Sanderson  considered  that  the  alveolar  tissue  is  invaded 
from  the  peribronchial  growth.  Klein  denies  this,  and  states  that  the  process  commences  around 
the  arteries  and  thence  extends  to  the  alveolar  walls,  that  in  some  cases  the  growth  may  be 
limited  to  the  perivascular  sheaths,  and  that  the  lung  affection  may  be  advanced  before  the  peri- 
bronchial growths  appear.  I cannot  but  believe  that  extension  occurs  from  both  structures.'** 
I am  disposed  also  to  believe  that  the  nodules  may  develop  in  the  tissue,  independently  of  either 
of  the  foregoing  modes  of  origin.  There  is  much  evidence  that,  in  very  early  stages,  islets  may  he 
found,  chiefly  of  a pneumonic  character,*'  and  this  fact,  together  with  that  already  alluded  to  (that 
the  capillaries  of  the  alveoli  are  implicated  at  an  early  jieriod),  would  appear  to  show  that  the  lung- 
tissue  may  he  primarily  affected. *^  ^ 

The  most  characteristic  feature  in  this  process  is  the  thickening  of  the  alveolar  walls,  which  may 
proceed  to  the  complete  obliteration  of  the  alveolar  cavities.'®  This  growth  extends  irregularly,  and 
hence  these  nodules  are  less  definite  in  shape  than  those  situated  in  the  walls  of  the  bronchi  and 
blood-vessels.  Commencing  also  sometimes  as  a lobular  pneumonia,  the  nodules  may  assume  the 
conical  form  described  by  Klein.  Two  sets  of  changes  are,  however,  present,  viz.  a filling  of  the 
alveoli  with  epithelioid  cells,  and  a thickening  of  their  walls ; and  the  two  processes  advance 
together,  though  one  may  predominate  over  the  other,  and  the  alveolar  thickening  may,  in  some 
parts,  appear  in  advance  of  the  epithelioid  proliferation,  while  in  others  the  latter  may  be  the 
chief  change  observed.** 


* The  recognition  of  the  smaller  nodules  as  a natural 
appearance  is  due  to  Burdon- Sanderson  (Eleventh  licp. 
Med.  Off.  Privy  Council  1868,  p.  101).  The  larger  ones  had 
been  described  by  Kolliker.  In  my  lecture  (Coll.  Phys.) 
I had  described  this  origin  of  the  granulations,  hut  1 had 
understood  Kolliker’ s description  to  apply  to  all  the  tubes. 
Cf.  his  Geivehelehre,  p.  508. 

**  Klein,  Anatomy  Lymphatic  System,  Part  II.  pp. 
21,  53. 

® Klein  (loc.  cit.  p.  56)  points  out  that  the  perilironchini 
growths  are  naturally  more  vascular  than  those  which 
arise  in  the  arterial  sheath,  as  the  former  are  normally 
provided  with  blood-vessels.  He  doubts  whether  vessels 
of  new  formation  are  found  in  the  latter. 

* Baumgarten  (Tuberhel  und  Tuherculose,  pj).  76,  77) 
questions  wliether  the  unstriated  muscular  fibres  of  the 
vessels  and  bronchi  may  not  participate  in  the  produc- 
tion of  these.  Ejiithelioid  cells  in  the  bronchial  wall  were 
first  described  by  Friedliinder  (Virchow’s  Archiv,  1876, 
Ixviii.  350)  as  a part  of  ‘ desquamative  pneumonia,’  and 
termed  by  him  ‘ atyjiical  epithelial.’  Cf.  also  Orth. 
Virchow’s  Archiv,  Ixxvi.  229. 

^ Burdon  Sanderson,  Tenth  Bep.  Med.  Off.  Privy 
Council,  p.  121. 

**  Schiiller,  Exjj.  TJntersuch.  tub.  Gelenldeiden,  p. 
123;  Eeinstadler,  Arch.  cap.  Pathol,  xi.  118;  Frerichs, 
Beitrnye  Lchre  Tuberciolosc,  p.  132. 

* Schuller,  loc.  cit. 


® Poten,  Exp.  Untersuch,  p.  46  ; Schaffer,  Tnberc^i- 
lose  in  den  iMngcn,  p,  27. 

" Vahle,  loc.  cit.  20. 

See  Lect.  Coll.  Phys.  PI.  II.  figs.  1 and  2.  K venture 
to  express  this  opinion,  although  I have  had  no  opportu- 
nity of  reinvestigating  this  point,-  and  my  drawings  were 
made  before  any  discussion  arose  respecting  it.  Exten- 
sion from  iieribronchial  growth  to  the  alveolar  structure 
is  described  by  Eeinstadler,  Arch.  exp.  Path.  xi.  118. 
Cf.  also  Vahle,  loc.  cit.  p.  23  ; Schaffer,  loc.  cit.  p.  12. 

Langhans,  TJebertragbarheit  der  Tuberculose  avf 
Kaninchen,  Habilitations-Schrift,  Marburg,  ji.  31 ; 
Hering,  loc.  cit.',  Veragutli,  loc.  cit.;  Vahle,  loc.  cit. 
pp  10  and  22. 

Baumgarten’s  descri2itions  (Tuhcrhel  und  Tuber- 
culose)  would  appear  to  show  that  he  regards  the  change 
in  the  lung-tissue  as  the  first  and  the  chief,  and  that 
the  peribronchial  and  2ieri-\uscular  gi'owths  are  less 
marked.  Klein  states  that  the  perivascirlar  growths  may 
be  the  only  change  ^n’esent  (Anatomy  Lympihatic  Sys- 
tem, ii.  60). 

Lect.  Coll.  Phys.  PI  II.  figs.  1,  2,  ami  4. 

Baumgarten  (loc.  cit.  p.  76)  states  that  thickening 
of  the  walls  does  not  occur  without  the  filling  of  the 
alveolar  cavities.  This  is  true  of  the  mass,  as  a whole, 
but  the  former  may  be  in  excess  of  the  latter; 
Langhans  had  made  a similar  observation,  loc.  cit. 
pp.  19,  20. 
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The  growth  in  the  lung-tissue  was  described  by  Burdon- Sanderson*  as  commencing  in  the 
nuclei  of  the  interstitial  stroma  of  the  alveolar  wall.  Baumgarten  describes  it  as  beginning  simul- 
taneously in  the  nuclei  of  the  pulmonary  capillaries  and  in  the  alveolar  epithelium,  which  are 
penetrated  by  bacilli  and  immediately  commence  to  show  increase  in  size  and  multiplication.^  To 
the  latter  is  due  the  filling  of  the  alveoli ; to  the  former,  a thickening  of  the  wall  with  epithelioid 
cells,  the  elastic  tissue  remaining  unaltered.^  A similar  change  occurs  in  the  walls  of  the  smallest 
bronchioles,  the  interior  of  which  becomes  blocked  with  epithelial  cells,  and  into  these,  later,  the 
growth  penetrates. 

Klein  describes  the  growth  of  the  alveolar’  wall  as  assuming  the  form  of  a lymphoid  tissue,  and 
consisting  of  cords  formed  of  lymphatics  and  plugged  with  lymphoid  cells,  which  gradually  assume 
an  adenoid  type  with  a reticulum.'*  This  description  corresponds,  hut  with  ore  precise  details,  to 
that  given  by  most  other  authors,  and  represents,  according  to  Baumgarten  the  later  stages  of  the 
process,  the  transformation  of  the  epithelioid  into  the  lymphoid  growth  being  observable  in 
different  stages.  Giant-cells,  chiefly  derived  from  the  epithelial  cells,  are  found  in  the  interior 
of  the  alveoli.'^  Schiippel  has  observed  large  polynucleated  cells  in  the  peribronchial  and  peri- 
vascular growths.® 

There  are  some  discrepancies  in  the  statements  made  respecting  the  caseation  of  these  nodules. 
Klein  believes  that  it  only  rarely  affects  the  perivascular  and  periarterial  growths.  Watson  Cheyne^ 
describes  it  as  chiefly  affecting  the  epithelioid  cells  filling  the  alveoli,  and  that  only  in  these  are  the 
bacilli  found  in  the  early  stages.  He  regards  the  bacilli  as  diagnostic  of  tubercle,  and  therefore 
necessarily  excludes  from  this  category  the  perivascular  growth  which  Klein  describes  as  being  in 
some  cases  the  earliest  stage  of  the  process.  It  is  evident  that  both  the  epithelioid  and  the  small- 
celled  growths  are  stages  of  the  same  process,  and  that  this  cannot  be  divided  histologically  into  the 
inflammatory  and  the  tubercular,  and  also  that  caseation  may  attack  both  the  perivascular  and  the 
peribronchial  growths,®  although  perhaps  with  greater  variety  than  in  the  case  of  the  alveolar  masses. 
Watson  Cheyne  and  Baumgarten  have  both  described  an  excessive  accumulation  of  bacilli  in  the 
caseous  parts,  which  commences  in  the  centres  of  the  nodules  and  gradually  extends  in  area. 

Diffuse  infiltrations,  both  of  the  grey  and  of  the  caseous  type,  are  also  found.  The  former  may 
assume  the  characters  of  a simple  pneumonic  infiltration,  and  may  occasionally  caseate  without  any 
other  change  having  been  observed.®  The  grey  infiltration  has,  however,  been  associated  with 
thickening  of  the  alveolar  walls,  similar  to  that  described  in  the  nodules,*®  and  from  the  extent  and 
smoothness  of  surface  it  appears  very  doubtful  whether  this  change  is  due  only  to  the  confluence  of 
granulations,  or  whether  it  is 'not  a diffuse  process  akin  to  the  grey  infiltration  in  man. 

Diffuse  caseous  infiltration  has  also  been  observed,  both  after  ordinary  subcutaneous  inoculation 
and  after  infection  by  inhalation,  and  presents  a structure  very  similar  to  the  foregoing,  except  that 
the  cell-elements  have  to  a great  extent  disappeared.'* 

The  intestines,  like  the  lungs,  may  be  affected,  either  secondarily  by  subcutaneous  inoculations,  or 


' Burdon- Sanderson,  Tenth  Hep.  Meet.  Off.  Privy 
Council,  1867,  p.  120.  Baumgarten  also  admits  these  as 
a source  of  growth. 

Baumgarten,  TuherJeel  unci  Tuherculose,  p.  73  et 

seq. 

^ Bm’don- Sanderson,  Tenth,  Rep.  Med.  Off.  Privy 
Council,  p.  121 ; Baumgarten,  loc.  cit.  p.  82. 

^ Langhans  (loc.  cit.)  described  large  cells  as  well 
as  small-celled  growth  in  the  thickened  alveolar  w'alls. 
Ref.  also  Lehert,  Friedlander,  Schafer,  Poten,  Schiippel, 
Hering,  Martin,  and  others  for  the  small-celled  growth. 

^ Langhans,  loc.  cit.;  Edein,  loc.  cit.;  Baumgarten, 
loc.  cit. ; Veraguth,  Archiv  exp.  Pathol,  vol.  xvii. 
Langhans  doubted  whether  they  did  not  also  exist  in  the 
walls  of  the  alveoli.  Baumgarten  states  that  they  are 
most  common  after  inoculation  with  bovine  tubercle,  but 
others  have  found  them  produced  by  human  tubercle. 

® Schiippel,  loc.  cit.  p.  128  ; Vahle  {loc.  cit.  p.  21)  has 
also  described  them  in  jieribronchial  growths,  but  his  de- 
scription leaves  some  doubt  whether  they  were  not  seated 
in  the  pulmonary  tissue. 

Practitioner,  1883,  xxx.  308  et  seq.  Cheyne  states 
that  the  bacilli  may  penetrate  into  the  small-celled 


growth  in  the  alveolar  wall  which  surrounds  the  epithe- 
lioid growth  in  the  alveoli,  but  he  regards  the  latter  as 
being  typical  of  tubercle,  though  the  presence  of  bacilli 
is  necessary  to  its  definition. 

® Caseation,  both  of  the  peribronchial  and  of  the  peri- 
vascular growths,  has  been  described  by  Chauveau, 
Lepine  (Pneumonie  Caseuse,  p.  58)  and  by  Baumgarten, 
{Tuberkel  und  Tuherculose,  pp.  81-2.)  In  the  peribron- 
chial growths  it  has  also  been  described,  but  less  posi- 
tively, by  Vahle,  loc.  cit.  p.  23. 

Chauveau,  quoted  by  Lepine,  Pneumonie  Caseuse, 

p.  59. 

Langhans,  loc.  cit.  p.  52  ; Klein,  Anatomy  Lym- 
phatic System,  ii.  66;  Villemin,  Etudes,  p.  542;  Von 
Waldenbui'g,  Die  Tuherculose,  p.  438.  This  form  is 
described  as  ‘ Desquamative  Pneumonia  ’ by  many 
writers ; ef.  Schuller,  loc.  cit.  p.  130 ; Hering,  loc.  cit. 
p.  19. 

Inoculation  : Villemin,  Etudes,  p.  533 ; Von 

Waldenburg,  Die  Tuherculose,’  437;  Hermg,  loc.  cit. 
p.  34  ; Orth,  Berliner  Min.  Woch.  1881.  Inhalation  : 
for  authors  already  quoted,  ref.  Baumgarten,  Tuherkel 
und  Tuherculose,  p.  79. 
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primarily,  by  feeding  with  tuberculous  material.  Baumgarten  appears  to  deny  their  secondary 
implication,  except  as  a rare  event  and  only  by  a slight  implication  of  the  follicles ; but  I found 
tubercle  of  the  intestine,  sometimes  proceeding  to  ulceration,  in  twelve  out  of  forty-two  cases  in  which 
these  parts  were  examined  by  me.* 

In  the  experiments  with  feeding,  the  mouth,  larynx,  and  glandular  lymphatics, ^ the  abomasum  in 
ruminants,^  and  the  stomach  in  rabbits  and  guinea-pigs,^  have  been  found  affected  with  caseous 
change,  but  the  greatest  intensity  of  the  morbid  process  is  in  the  intestines.  A general  constitutional 
affection  follows  in  most  cases.  In  a few,  comparatively  rare,  instances,  the  gastro-intestinal  canal 
has  escaped,  and  the  mesenteric  glands  and  other  organs  have  become  affected,®  and  in  most 
instances  there  is  also  an  excessive  affection  of  the  mesentery.  Baumgarten  has  produced  intes- 
tinal tuberculosis  by  feeding  with  cultivated  bacilli,  and  he  has  observed  that  some  of  the  bacilli 
pass  direct  into  the  lymphatic  glands  and  the  liver.®  The  growth  apparently  commences  in  the 
lymphatic  follicles  of  the  intestines, but,  as  Baumgarten  describes,  the  penetration  of  the  bacilli 
into  the  surrounding  tissue,  including  the  crypts  of  Lieberkiihn,  and  the  submucous  and  muscular 
coat,  excites  growth  of  the  fixed  cells  of  these  parts,  producing  nests  of  epithelioid  cells,  as  were  de- 
scribed by  Orth.  These  become  confluent,  and  cause  extensive  tubercular  infiltration,  which  is 
marked  in  the  caecum  and  vermiform  process,  and  passes,  both  in  the  solitary  glands  and  in 
Beyer’s  patches,  into  caseation  and  ulceration.  Giant-cells  are  found  after  infection  with  bovine 
tuberculosis  (Orth),  but  Baumgarten  states  that  they  also  appear  when  the  intensity  of  the  poison 
is  diminished  by  previous  partial  decomposition.  In  all  essential  features  the  intestinal  affection  is 
identical  with  that  of  man. 

The  liver  presents  some  of  the  most  remarkable  alterations  observed.  It  is  diseased,  as  part  of 
the  general  infection,  with  great  frequency,®  but  most  markedly  when  inoculations  are  made  in  tlie 
peritoneum.'* 

The  organ  is  greatly  enlarged,  and  presents  a considerable  variety  of  appearances.'**  It  may 
present  chiefly  small,  grey,  semi-transparent  granulations,  sometimes  almost  microscopic,  scattered 
through  the  tissue.**  In  other  parts  these  spots  may  be  of  an  opaque  white  colour.  These  may  be  of 
variable  size,  and  may  attain  considerable  dimensions,  having,  on  section,  a finely  granular  surface. 
In  addition,  large  tracts  of  the  liver,  in  more  advanced  stages,  are  converted  into  a firm  translucent 
material,  which  breaks  with  a granular  fracture,  and  by  which  the  liver  is  mapped  out  into  irre- 
gular areas. 

The  extent  of  this  growth  may,  at  times,  be  such  as  to  change  the  shape  of  the  organ  and  to 
give  it  the  appearance  of  a cirrhotic  or  hobnailed  liver, *^  but  it  differs  from  this  in  the  absence  of 
toughness,  and  from  the  lardaceous  liver,  which  it  may  also  resemble,  in  the  fact  that  it  does  not 


^ Baumgarten,  Titberlcel  unrl  Tuherculose,  p.  112. 
They  have  been  observed  by  Villemin  {Etudes,  p.  535) ; 
by  Von  Walclenburg  (Die  Tuherculose,  dc.  p.  398,  and  also 
pp.  2(52,  2G3,  310,  314) — sometimes  in  excess  of  the  lungs 
and  proceeding  to  ulceration ; also  by  Hering,  loo.  cit. 
p.  39. 

^ Orth,  Virchow’s  Archiv,  vol.  Ixxvi.  The  only  cases 
in  which  Orth  obtained  positive  results  in  rabbits  were 
with  bovine  tubercle;  Aufrecht  (Path.  Mittli.)  obtained 
one  success  with  human  tubercle ; Johne  (Geschichte 
der  Tuherculose,  p.  32)  gives  as  the  general  result  of 
feeding  with  human  tuljercle  in  twenty-five  cases,  only 
36  per  cent,  of  successes  ; with  the  material  from  three 
tuberculous  monkeys,  all  succeeded. 

^ Chauveau,  Bull.  Acad.  Med.  vol.  xxxiii ; Giinther 
and  Harms,  Bericht  Thierarzenei-Schule  zu  Hannover, 
1873. 

Orth,  loc.  cit. 

® Klebs  believes  that  the  tirbercular  poison  thus  in- 
troduced can  infect  the  system  without  attacking  the 
gastro-intestinal  canal  (Virchow’s  Archiv,  xliv.  and  xlix. 
291 ; also  article  ‘ Tuherculose  ’ in  Eulenburg’s  Beal- 
E^icyclojhldie,  vol.  xiv.).  His  own  observations  (Arch, 
exp.  Pathol,  vol.  i.)  confirm  this  view,  as  of  live  guinea- 
pigs  thus  fed,  one  escaped  entirely,  four  had  aflection  of 
the  liver  and  mesenteric  glands,  but  of  these  only  one 
had  intestinal  affection.  Confirmatory  evidence  is  given 
by  Geiiach  (Virchow’s  Archiv,  ii.  298,  305)  and  by  Klein 


and  Gibbes  (Bep.  Med.  Off.  Local  Government  Board, 
1885,  vol.  xiv.)  ; and  also  by  Bollinger  (Archiv.  exp. 
Pathol,  vol.  i.),  who  remarks  that  in  some  of  these  cases 
a condition  like  scrofula  ensues.  Not  having  access  to 
many  of  the  detailed  observations  on  this  subject,  I am 
unable  to  give  numerical  statements ; but  my  impression 
is  that,  in  the  vast  majority  of  instances  of  infection  in 
this  manner,  an  intestinal  affection  occurs. 

**  Fortschrittc  der  Med.  1884,  p.  183  ; Tuherhel  und 
Tuherculose,  p.  113. 

’’  Orth  and  Baumgarten.  loc.  cit.  Cf.  also  Burdon- 
Sanderson,  Path.  Soc.  Trans,  vol.  xxi.,  who  describes 
early  growths  in  the  villi  of  the  intestine  in  bovine  animals. 

® Baumgarten,  loc.  cit.  p.  93,  appears  to  regard  the 
affection  of  the  liver  as  less  frequent  than  that  of  the 
kidney,  but  his  experience  of  the  frequency  of  secondary 
renal  affections  is  exceptional. 

Koch,  Mitth.  h.k.  Gesundheitsamt,  ii.  44.  This 
ex  ensive  interstitial  growth  in  the  liver,  associated  with 
a granular  (tubercular  ?)  peritonitis  and  almost  resem- 
bling cirrhosis,  has  been  noticed  by  Bastian,  though  with 
a different  interpretation,  Trans.  Path.  Soc.  xxiv.  327. 

See  Lect.  Coll.  Phys.  pi.  i.  fig.  4. 

Hering,  Histol.  und  exp.  Untersuch.  Tuherculose, 
pp.  35-39.  I have  also  seen  this.  Cf.  Lect.  Coll.  Phys. 

p.  12. 

■*  Burdon-Sanderson,  Tenth  Bep.  Aled.  Off.  Privy 
Cotmcil,  p.  12. 
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stain  with  iodine.  In  such  parts  there  is  no  trace  of  natural  liver-tissue,  though  lines  of  this  may 
occasionally  be  seen  .running  through  it.  In  other  parts  the  change  appears  to  be  interacinose, 
mapping  out  the  contours  of  the  acini.  Caseous  masses  are  also  found  firm  and  hard,  but  some- 
times forming  masses  the  size  of  a hazel-nut,  with  a diffluent  creamy  centre.  Baumgarten  de- 
scribes the  early  stages  of  the  process  as  consisting  in  the  penetration  of  bacilli  into  nearly  all  the 
elements  of  the  tissue,  the  liver-cells,  the  walls  of  the  intra-aciuose  branches  of  the  portal  vein,  the 
capillaries,  the  walls  and  epithelium  of  the  bile-ducts,  and  the  substance  and  cells  of  the  connective 
tissue.  In  all  these  parts  cell-growth  may  occur,  but  this  may  preponderate  in  one  more  than  in 
another,  and  the  affection  may  be  in  excess  either  within  the  acini  or  external  to  these.' 

From  the  cell-growth,  a production  of  epithelioid  cells  results, those  in  the  liver-tissue  being  dis- 
tinguished by  their  cloudiness  and  cubiform  shape  from  those  originating  in  the  capillaries  or  con- 
nective tissue,  which  are  more  elongated.  The  hepatic  cells  also  give  rise  to  giant-cells,^  and  the 
growth  from  the  hile-ducts  may  produce  tubes  of  new  formation  of  apparently  glandular  tissue.^ 

Baumgarten  remarks  that  the  lymphoid  growth  is  rare.  A reticular  small-celled  tissue,  however, 
is  described  by  most  writers.  It  is  of  this  that  the  diffuse  interstitial  growth  is  for  the  most  part 
composed,  though  it  passes  into  fibroid  change.  The  growth  maps  out  the  acini  and  invades 
large  areas  of  liver-tissue,  and  its  ultimate  structure  is  of  small  cells  imbedded  in  a reticulum.®  As 
the  disease  advances,  the  trabeculse  of  the  reticulum  increase  in  width,  until  the  cell- structures  have 
largely  disappeared,  and  the  adenoid  growth  has  been  replaced  by  a fibrous  structure.®  It  is,  in 
part,  to  this  growth  that  some  of  the  islets  of  degeneration  in  the  liver  are  due,  and  they  consist 
only  of  fatty-degenerated  liver-cells.'^ 

Kidney. — The  infective  disease  in  the  kidney  has  been  minutely  described  chiefly  by  Baum- 
garten. He  speaks  of  it  as  the  most  frequent  of  the  secondary  affections,  after  the  lungs,  an  ob- 
servation probably  due  to  the  animals  experimented  upon  being  rabbits.  Most  other  observers 
speak  of  renal  affections  as  rare.®  It  is  found  chiefly  in  the  cortical  substance,  the  pyramids  being 
unaffected.  The  changes  observed  correspond  very  closely  with  those  described  by  him  in  the  liver, 
viz.  a growth  of  epithelioid  cells  from  the  epithelium  of  the  renal  tubules  and  of  the  glomeruli,  and 
also  of  the  interstitial  capillaries,  forming  nodules  which  tend  to  become  confluent.  Baumgarten 
states  that  the  later  stages  resemble  those  of  the  lungs,  and  they  probably  include  therefore  the 
small-celled  and  reticulated  growths  described  by  Orth.® 


The  descriptions  now  given  show  a striking  identity,  in  all  organs,  with  tubercles  as  found  in 
man,  and  such  differences  as  exist  in  the  opinions  of  some  writers  as  to  their  nature,  are  referable 
chiefly  to  those  difficulties  in  the  definition  of  tubercle  which  I have  already  discussed  in  detail.  It 
must  he  once  more  remarked  that  the  formation  of  tubercle  is  a process,  and  that  the  anatomical 
api:>earances  observed  vary,  not  only  in  its  different  stages,  but  also  with  the  acuteness  of  the  process, 
and  that  it  is  only  by  considering  these  as  a whole  that  we  can  avoid  the  error  which  must  arise 
from  too  limited  definitions.'®  Aufrecht " holds  that  the  inoculation-disease  hears  more  resem- 
Idance  to  acute  tuberculosis  than  to  the  more  chronic  forms  of  phthisis  met  with  in  man.  The 
fact,  however,  that  in  the  lungs,  diffuse  infiltrations,  both  grey  and  caseous,  and  also  cavities,  may 
be  occasionally  found,  points  to  a close  resemblance,  if  not  identity,  between  the  two  processes,  and 
the  fact  that  fibroid  changes  are  also  occasionally  met  with  in  some  cases,  showing  a tendency 


' This  probably  explains  the  discrepancies  on  this 
subject  between  different  writers.  Burdon-Sanderson  and 
I described  this  change  as  occmTing  for  the  most  part 
external  to  the  acini.  Petroff  (Virchow’s  ^rc7tw,  vol.xliv.) 
and  Hering  (loc.  cit.)  described  it  as  within  the  acini.  Cf. 
Hering’s  figures,  jff.  ii.  loc.  cit. 

^ Burdon-Sanderson  {Eleventh  Rep.  p.  112)  described 
large  cells  of  iirch  within  the  capillaries. 

^ Baumgarten,  loc.  cit. ; Watson  Cheyne,  Practitioner, 
1883,  XXX.  311.  Koch  (Mitth.  h.k.  Gesundheitsanit,  ii. 
24)  says  that  in  human  tubercle,  bacilli  are  only  found  in 
the  giant-cells. 

Burdon-Sanderson  (Eleventh  Rep.  pp.  113,  114)  de- 
scribed a growth  of  tlie  ej)ithelium  of  the  bile-ducts,  pro- 
ducing masses  of  cells.  The  multiplication  of  the  liver- 
cells  and  of  the  bile-ducts  is  also  described  by  Hering. 

^ See  Led.  Coll.  Phijs.  pi.  hi.  figs.  4 and  o. 


® Cf.  Burdon-Sanderson,  Tenth  and  Eleventh  Reps. ; 
Schuller,  Exp.  Untersuchungen,  p.  138  ; Orth,  Virchow’s 
Archiv,  vol.  Ixvii.  (who  describes  it  as  an  interstitial 
hepatitis) ; Poten,  Exgn  Untersuchungen,  p.  49. 

’ Burdon-Sanderson,  loc.  cit. 

® Burdon-Sanderson  and  Koch.  See  ante,  note,  p.  144. 

® Orth,  Virchow’s  Archiv,  vol.  Ixxvi. 

These  have  been  fully  discussed  in  detail  by  Baum- 
garten, TuberJcel  und  Tuherculose. 

Aufrecht,  Path.  Mitth.  1881,  i.  49.  Their  identity 
was  also  denied  by  Friedlander,  Vhchow’s  Archiv,  vol. 
Ixvhi. 

See  especially  Sehtiller,  Exp.  histol.  Untersuch. 
scroph.  und  tuherhuldse  Gelenlcleiden,  p.  203  et  seq. 
Schuller  gives  numerous  instances  and  details,  attri- 
buting the  case  to  inhalation  of  benzoate  of  soda  and 
other  drugs.  The  fibroid  changes,  however,  were  distinct. 
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to  ‘ cure,’  points  still  further  to  the  identity  of  the  final  stages  of  spontaneous  human  and  experi- 
mentally produced  tubercle.  The  changes  in  the  liver  present  the  greatest  diversity  from  those 
found  in  human  tubercle,  hut  even  they  are  not  without  their  analogies  in  the  latter.  The  multiplicity 
of  the  disease  * as  regards  the  number  of  organs  affected  is,  however,  in  connection  with  the  anatomical 
character,  one  of  the  strongest  proofs  of  the  identity  of  the  two  conditions.  There  are  few  cases  of 
tuberculosis  in  man  which  proceed  to  a fatal  issue  without  the  implicatioir  of  more  than  one  organ, 
and  the  chief  difference  between  these  and  the  infective  disease  in  animals  is  one  of  time  and 
rapidity.  The  multiplicity  in  the  latter  shows,  however,  as  I previously  stated,  that  the  question 
of  the  nature  of  the  disease  does  not  merely  p'est  on  histological  changes  observed  in  different 
organs,  it  also  shows  that  we  have  to  deal  either  with  a disease  identical  with  that  inoculated,  or 
with  a new  and  previously  unknown  condition. 

Exceptional  cases  do  occur,  with  variable  frequency,  wdiere  the  localisation  of  the  infective  disease 
has,  for  a time  at  least,  been  limited,  and  this  has  especially  been  the  case  wdth  the  lungs. ^ A consider- 
able proportion  of  the  animals  in  which  this  limitation  has  been  found  have,  however,  been  killed, 
and  probably  a longer  duration  of  life  would  have  led  to  further  extension.  Tubercle  is,  more- 
over, so  frequently  localised  in  man,  that  the  occasional  occurrence  of  this  event  in  animals  rather 
affords  an  additional  argument  for  the  identity  of  the  tw’o  affections  than  shows  that  such  cases 
should  be  regarded  as  different  in  nature. 


Metzquer  {Etudes  Clin.  Phthisis  Galop.  1874,  p.  41) 
thinks  tubercle  may  be  re-absorbecl.  He  inoculated  six 
rabbits,  and  one  killed  contained  tubercles.  The  rest  reco- 
vered. Koch  (Mitth.  Jc.k.  Gesundheitsanit,  ii.  72)  met  with 
one  dog,  which,  after  infection,  became  ill  and  recovered. 
He  says  that  this  is  the  only  instance  in  his  experience. 

^ In  my  own  observations  {Lect.  Coll.  Phijs.)  of  117 
guinea-pigs  inoculated  with  various  materials,  58  were 
tubercular,  6 doubtful,  and  there  was  no  result  in  53.  I 
consider,  for  reasons  there  given,  that  all  those  in  which 
tubercle  occm’red  had  been  infected  with  tubercle.  In  the 
64  in  which  some  affection  was  iiroduced,  58  had  three  or 
more  organs  affected ; of  the  doubtful  cases  three  had  the 
lungs  only  affected,  one  the  spleen  alone,  and  two  the  bron- 


chial glands  and  spleen.  The  lungs  were  affected  59  times, 
the  bronchial  glands  58  times,  the  spleen  59  times,  the 
liver  51  times,  the  omentum  25  (not  stated  in  12),  mtes- 
tines  in  12  out  of  42  cases  examined,  the  mesenteric 
glands  45  times,  in  2 cases  the  kidney,  in  2 the  uterus. 

* See  ante,  p.  151.  Strieker  {Path.  Infections-Kranh- 
heiten,  p.  141)  has  given  instances  of  local  infection 
limited  to  the  eyes.  Lebert,  after  inoculation,  has  seen 
them  limited  to  the  lung.  Another  point  of  interest  is 
that,  as  observed  by  him,  young  gumea-pigs  may  continue 
to  grow,  and  may  remain  fat,  during  the  development  of 
general  tuberculosis.  This  is  exceptional ; Tappeiner 
(Virchow’s  Archiv,  vol.  Ixxviii.)  has,  however,  made  a 
similar  observation  on  dogs. 


GASES. 


For  other  references  to  the  Gases  see  the  descriptions  of  the  respective  Plates. 


CASE  1. 

Acute  Pneumonia,  Grey  Hepatisation. 

Plates  IV.  fig.  3 ; XXV.  fig.  9. 

Eef. — Acute  Pneumonia,  j).  17. 

Summary. — M.  J/.6.  Sudden  onset,  ivith  rigors, 
cough,  and  dyspnoea.  On  eighth  day,  signs  of  consoli- 
dation of  almost  the  lohole  of  the  right  lung  ; bronchial 
and  tubular  breathing ; bronchitic  rales  throughout 
both  lungs.  Death  on  tenth  day. — Orey  pneumonic 
consolidation  throughout  right  lung  except  at  apex  : 
bronchial  mucous  membrane  congested  in  both  lungs. 
Heart,  soft.  Liver,  fatty.  Kidneys,  ‘ cloudy  sioell- 
ing.’ 

Joseph  Kirk,  aetat.  46,  admitted  University  Col- 
lege Hospital  February  2 ; died  February  4,  1867. 

Family  History. — Nothing  known. 

Personal  History. — A labourer,  working  lately  in 
a railway  tunnel.  Has  lived  well.  Usually  moder- 
ate in  alcoholic  drinks,  but  has  occasionally  drunk 
to  excess.  Has  been  subject  to  winter  cough  for 
some  years  past,  but  has  otherwise  had  good  health. 

Present  Illness  commenced  January  26.  Was 
suddenly  attacked  with  rigors  in  the  evening,  fol- 
lowed by  cough  and  difficulty  of  breathing.  He  has 
kept  his  bed  since  then,  until  carried  to  the  hospital. 

State  on  Admission. — Orthopnoea.  Face  livid; 
eyes  prominent ; expression  anxious.  Alae  nasi  dis- 
tended, and  moving  with  respiration.  Tongue  dry  ; 
lips  parched ; cough  violent  and  spasmodic  ; sputa 
abundant,  muco-purulent,  yellowish,  with  a slight 
rusty  tinge,  but  very  tenacious.  (On  the  following 
day  some  of  the  sputa  acquired  a tint  of  burnt  sienna.) 
Chest  somewhat  barrel-shaped,  with  deep  antero- 
posterior diameter.  Heart  covered  by  lung.  Left 
side  hyperresonant  from  apex  to  base.  Eight  side 
dull  throughout,  except  in  the  upper  anterior  region. 
Bronchial  and  tubular  breathing  over  the  whole  of 
the  right  lung,  except  at  the  extreme  back,  where 
the  respiration  is  very  weak  but  of  a bronchial  cha- 
racter. Over  the  whole  of  the  lung  are  heard  abun- 
dant metallic  and  subcrepitant  rales.  Bronchophony 
is  present  over  the  whole  lung.  The  vocal  fi'emi- 
tus  is  imperceptible,  owing  to  weakness  of  patient’s 
voice.  On  left  side,  respiration  harsh  ; abundant 
mucous  and  fine  submucous  rales  exist  over  the 
whole  of  this  lung.  The  heart-sounds  are  inaudible. 
Urine  acid,  faint  trace  of  albumen.  No  oedema  of 
extremities. 

The  temperature  on  admission  was  102'4°  ; pulse 
100;  resp.  60.  On  the  following  day  T.,  morning. 


99'6°  ; P.  120  ; E.  54  ; evening : T.  100-4°  ; P.  120  ; 
E.  52.  The  pulse  was  very  weak  and  irregular  and 
occasionally  intermittent.  The  patient  gradually 
sank  and  died  forty-eight  hours  after  admission,  on 
the  ninth  day  of  disease. 

Post-mortem. — Lungs  : Both  adherent ; adhe- 
sions of  right,  old  and  firm  ; those  of  left  lung  easily 
separated.  Eight  lung  solidified  throughout,  except 
a small  portion  at  apex,  which  is  loaded  with  a dirty 
ash-grey  serosity.  On  section  it  is  of  an  ashy-grey 
colour ; surface  is  finely  granular  ; tissue  breaks 
down  with  great  ease,  and  when  scraped  yields  an 
ash-grey  fluid.  Much  pigment  is  scattered  through 
the  lungs  (see  Plate  IV.  fig.  3).  Left  lung  emphy- 
sematous ; upper  lobe  oedematous.  Bronchi  every- 
where deeply  congested. 

Heart. — Tissue  flabby,  soft,  and  granular  when 
torn.  Some  dilatation  of  tricuspid  valve.  Mitral 
and  aortic  valves  healthy.  Eight  side  filled  with 
large  clot. 

Liver  slightly  fatty,  soft ; weighs  5 lbs. 

Kidneys  very  soft ; section  opaque,  in  condition  of 
‘ cloudy  swelling.’  Spleen  soft. 

Stomach. — Mucous  membrane  swollen,  softened, 
covered  with  thick  layers  of  mucus ; solitary  glands 
enlarged. 

Microscopic  Examination  of  this  lung  shows 
the  alveoli  filled  with  cells  of  the  types  seen  in  XXV. 
9.  On  scraping,  the  preponderating  character  is 
that  seen  in  XXV.  2,  in  which  there  are  at  places 
appearances  as  if  some  of  the  rounded  cells  are  de- 
rivatives from  the  reticulum.  Some  alveoli  are 
entirely  filled  with  small  round  cells  like  those  in 
XXV.  3.  The  interlobular  and  peribronchial  tissue 
is  in  some  parts  loaded  with  cells,  but  there  is  no 
thickening  of  the  alveolar  walls. 

CASE  2. 

Pneumonia,  Suppuration. 

Plate  II. 

Kef. — Acute  Pneumonia,  p.  18. 

From  a draiving  by  Sir  Robert  Carswell ; Uni- 
versity College  Museum,  No.  46.  Catalogue  C.  b. 
306.  The_  following  is  Sir  R.  Carswell's  descrip- 
tion : — 

Peripneumony. — ‘ Louis  Gerain,  aged  66,  mar- 
‘ chand,  came  to  “La  Charite’’on  May  21,  1829. 
‘ He  had  coughed  more  or  less  for  a period  of  five 
‘ years  ; the  respiration  has  been  more  or  less  op- 
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‘ pressed  wlien  walking  up  an  ascent.  The  cough 
‘ has  increased,  accompanied  with  viscid,  pituitous 
‘ and  mucous  sputa.  Eespii’ation  heard  over  the 
‘ whole  chest.  Pulsation  of  the  heart  dull.  No 
‘ fever. — (8oz.  of  blood  from  the  arm.) 

‘ 22ufZ. — Complains  of  deep-seated  pain  in  the 
‘ right  side ; expectoration  of  viscid  dullish-green 
‘ matter  ; much  oppressed  ; pulse  frequent  ; deep- 
‘ seated  dull  crepitation  in  the  right  side. 

‘ 23rfL— The  pain  and  difficulty  of  respiration  con- 
‘ tinned,  when  he  was  again  bled  to  12  oz.  In  the 
‘ evening  the  sputa  were  viscid,  yellowish,  and  tinged 
‘ with  blood,  and  the  oppression  continued  the  same. 

‘ The  blood  drawn  in  the  morning  was  covered  with 
‘ the  buffy  coat.  The  fever  is  considerable,  crepitation 
‘ is  heard  in  the  right  side  throughout  a great  ex- 
‘ tent,  but  not  at  the  top  of  the  chest.  A small 
‘ degree  of  rale,  sibilant,  is  also  heard. — (Sinapisms 
‘ to  the  legs.) 

‘ 24^/i. — Very  weak,  and  much  more  oppressed  ; 

‘ tongue  covered  with  dirty-grey  clammy  mucus. — 

‘ (24  leeches  to  the  epigastrium,  an  emulsion  con- 
‘ taining  senega,  a potion  with  two  grains  of  squill, 

‘ two  blisters  to  the  legs.) 

‘ 26t/i.— Much  worse,  hardly  able  to  speak.  The 
‘ tongue  is  attached  to  the  roof  of  the  palate  by 
‘ viscid  dark-brown  mucus.  Two  blisters  were 
‘ ordered  to  the  thighs,  but  the  patient  died  about 
‘ mid-day. 

‘ Inspection. — Head  not  opened.  Thorax : The 
‘ left  lung  presented  only  slight  congestion  of  the 
‘ posterior  part.  The  right  was  extensively  diseased. 

‘ The  middle  and  inferior  lobes  felt  hard,  did  not 
‘ crepitate  when  pressed,  and  the  pleura  covering 
‘ these  was  lined  wdth  recent  false  membranes. 

‘ When  the  lobes  were  divided,  they  presented  a 
‘ yellowish-grey  colour,  tinged  with  red,  proving  a 
‘ solid  compact  granular  mass,  in  which  the  bronchia 
‘ and  blood-vessels  were  hardly  to  be  seen,  here  and 
‘ there  marked  with  streaks  of  black  pulmonary 
‘ matter.  When  pressed,  a considerable  quantity  of 
‘ serosity  oozed  out,  mixed  in  some  points  with  pus. 

‘ The  diaphragmatic  portion  of  the  inferior  lobe  w'as 
‘ engorged  with  blood  and  rather  soft.  The  upper 
‘ lobe  was  congested  and  contained  a considerable 
‘ quantity  of  serosity. 

‘ The  mucous  membrane  of  the  bronchia  was  very 
‘ red,  and  swollen  a little.  Heart,  enlarged  through- 
‘ out  and  slightly  hypertrophied.  The  mucous  mem- 
‘ brane  of  the  stomach  was  congested.’ 

CASE  3. 

Chronic  Pneumonia.  Syphilis. 

Plates  IV.  fig.  1 ; XLII.  fig.  6 ; XLIII.  fig.  4. 

Eef. — Plithisi.?,  pp.  G7,  104 ; Sypliilitic  Dis.,  p.  126. 

Summary.  F.  55. — Abdominal  pain  and  hcemopty- 
sis,  seven  years  before  death.  During  last  year,  cough 
and  emaciatio7i.  Indications  of  previous  syphilis. 
Evidence  of  consolidation  and  retractation  in  the 
uj>per  half  of  right  lung.  No  p>yrexia.  Great  im- 
provement Jora  time,  then  acute  symptoms  and  death 
immediately  after  re-admission  to  hosgrital.  Duration 
of  symptoms  fifteen  months. — Bight  lung,  upper  part 
transformed  into  cicatricial  fibroid  tissue  containing 


cavities  ; the  middle  part  infiltrated  with  grey  exu- 
dation. 

Elizabeth  Hawkins,  set.  55,  a widow,  admitted 
University  College  Hospital,  October  21,  1867. 

Family  History. — Father  and  mother  dead  ; cause 
unknown.  One  sister  died  after  three  years’  illness 
with  cough.  Several  other  sisters  and  brothers  dead ; 
causes  unknown. 

Personal  History. — Never  pregnant.  _ Menstrua- 
tion ceased  at  47.  Has  had  liad  health  for  years. 
Subject  to  severe  abdominal  pains,  for  which  she  was 
treated  with  benefit  eleven  years  ago  in  the  Hospital 
for  Women,  Soho.  Some  years  ago,  brought  up,  on 
several  occasions,  about  a table-spoonful  of  blackened 
frothy  blood,  but  she  had  no  cough  at  the  time. 
Breath  has  been  getting  short  for  the  past  seven 
years.  Cough  has  existed  only  for  twelve  months, 
and  has  grown  worse  of  late.  Since  attacked  by 
cough  she  has  suffered  in  her  eyesight. 

State  on  Admission. — Considerable  emaciation  ; 
nails  incurvated.  .Skin  cool.  Cicatrix  of  old  ulce- 
ration on  chest.  Eczematous  patch  on  left  ala  nasi. 
Pupils  small  and  irregularly  contracted,  as  if  from 
past  iritis.  Eight  cornea  cloudy  at  outer  margin, 
and  somewhat  throughout.  General  conjunctivitis 
of  both  eyes  ; intolerance  of  light.  Frequent  spas- 
modic cough,  which  at  times  causes  vomiting.  Sputa 
numniulated  and  muco-purulent ; thorax  narrow. 
Flattening  in  infraclavicular  regions,  especially 
marked  on  right  side,  where  it  extends  to  the  fourth 
rib.  Expansion  on  right  side  almost  nil,  on  left 
side  very  imperfect.  Eespiration  predominantly  ab- 
dominal. 

Bight  Lung:  absolute  want  of  pulmonary  resonance 
throughout  front  and  axilla.  Tubular  note  between 
second  and  fourth  ribs  in  the  infraclavicular  region, 
and  between  the  third  and  fourth  ribs  in  the  axilla. 
Back,  absolute  dulness  to  lower  third  of  scapula. 
Eespiration  under  clavicle  cavernous,  with  metallic 
rales  ; coarse  bubbling  rales  persist  to  fifth  rib,  below 
which  respiration  is  suppressed.  Tubular  metallic 
breathing  in  upper  axilla  ; harsh  blowing  in  mid- 
axilla ; suppressed  below.  In  back,  diffused  blowing 
breathing  in  supra-spinous  fossie  ; amphoric  breath- 
ing in  infra-spinous  fossa  ; harsh  blowing  at  lower 
part  of  scapular  region ; normal  at  base,  with 
numerous  bubbling  rales.  Vocal  resonance  pec- 
toriloquous  in  the  infra-clavicular  and  upper  axillary 
regions ; exaggerated  througliout  upper  scapular 
region,  and  bronchophonic  opposite  spine. 

Left  Lung  : resonance  very  deficient  in  front 
but  still  somewhat  pulmonary,  especially  under 
clavicle.  Left  axilla,  note  tympanitic,  but  short  and 
imperfect.  Back  is  hyper-resonant,  except  in  supra- 
spinous and  infraspinous  fossie,  where  it  is  dull. 
Eespiration  harsh  over  left  front  and  axilla,  and  also 
in  back  except  opposite  spine  of  scapula,  where  it  is 
bronchial.  Vocal  resonance  also  exaggerated  at  the 
last-named  spot  ; not  elsewhere. 

Heart’s  impulse  indistinguishalde ; sounds  nor- 
mal. Liver-dulness  three  fingers’  breadth  below 
false  ribs.  Tongue  thinly  furred  ; appetite  good. 

In  the  subsequent  progress  of  the  case  she  suffered 
much  at  times  during  the  first  part  of  her  stay  in 
hospital  from  abdominal  pain,  and  occasional  vomit- 
ing, which,  however,  improved.  The  urine  varied 
in  specific  gravity  from  1010  to  1020.  It  only  once 
contained  a trace  of  albumen.  There  was  no  pyrexia 
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throughout.'  The  cough  gradually  improved ; and 
the  sputa,  which  were  thick,  tenacious,  and  puriform, 
diminished,  and  at  last  became  small  in  amount. 
The  rales  almost  entirely  disappeared  from  the  chest, 
and  she  was  discharged  much  relieved  on  December 
13.  She  was  re-admitted  on  February  12,  in  a state 
of  acute  dyspnoea,  and  died  in  a few  hours. 

Post-mortem.  — Larynx  : Mucous  membrane 
rough,  granular,  not  ulcerated. 

Lungs. — Bronchi  intensely  congested  throughout. 
Eight  lung ; whole  of  apex  converted  into  a firm, 
-semi-cartilaginous  mass  of  dense,  pigmented,  cicatri- 
cial tissue,  in  which  ramify  dilated  bi'onchi,  whose 
lining  membrane  is  deeply  injected.  Some  cavities 
also  are  found,  traversed  by  bands.  There  is  very  little 
pulmonary  tissue  remaining  in  this  lobe.  Through 
it  are  scattered  patches  of  indurated  granulations, 
firm,  pigmented,  and  passing  here  and  there  into 
cheesy  change.  The  middle  and  lower  lobes  are 
adherent.  The  wdiole  of  the  middle  lobe,  and  the 
upper  two -thirds  of  the  lower  lobe,  are  infiltrated 
with  a very  firm,  reddish-grey  exudation,  which  is 
finely  granular  (IV.  1).  In  it  the  bronchi  are  dilated, 
but  it  shows  no  signs  of  softening.  The  lower  third 
of  the  lower  lobe  is  dense,  but  still  crepitant.  The 
left  lung,  from  base  to  apex,  is  free  from  any  form 
of  consolidation. 

Liver. — Section,  nutmeg  in  appearance  ; puckered 
deeply  with  cicatrices  (syphilitic) ; tissue  otherwise 
soft.  The  interlobular  spaces  are  enlarged,  milky 
in  appearance,  of  an  opaque  yellowish-white  colour, 
which,  on  microscopic  examination,  was  found  to 
depend  on  an  amorphous  albuminoid  deposit.  (Qy. 
lardaceous). 

Spleen. — An  intensely  marked  specimen  of  the 
‘ sago  spleen  ’ ; the  Malpighian  bodies  much  enlarged 
and  stain  deeply  with  iodine. 

Kidneys. — Nodulated  and  puckered,  in  one  spot 
a cicatrix.  Cortical  substance  contracted  and  firm  ; 
Malpighian  bodies  prominent,  but  few  in  number. 

Stomach. — Congested  ; otherwise  healthy. 

Intestines. — Mucous  membrane  roughened  as  if 
granular,  like  coarse  velvet  or  sand-paper.  On  micro- 
scopic examination  large  tracts  of  the  epithelium 
were  found  changed,  and  having  the  amorphous 
glistening  appearance  of  lardaceous  disease,  with 
disappearance  of  their  nuclei. 

Heart.  — Pericardium,  visceral  and  parietal, 
covered  with  recent  lymph.  Thickening  of  mitral 
valve.  Much  atheroma  in  the  aorta. 

The  Microscopic  Appearances  which  are  most 
common  in  this  lung  are  those  seen  in  XLII.  6,  viz. ; 
great  thickening  of  the  walls  of  the  alveoli  with 
fibroid  tissue,  which  is  for  the  most  part  fibrillated, 
but  in  many  places  (not  here  represented)  passes  into 
broad  bands  of  sclerotic  tissue,  like  XLI.  1 [Carr], 
and  XLII.  1 {Attwood),  and  in  places  the  indurated 
tissue  is  traversed  by  large  and  still  pervious  blood- 
vessels. In  the  midst  of  this  are  seen  the  alveoli 
filled  with  epithelial  products  and  pyoid  cells,  which 
are  in  parts  replaced  by  a dense  small-celled  growth. 
Where  the  fibroid  growth  is  less  advanced,  it  can 
be  seen  to  originate  in  a small-celled  growth  in  the 
alveolar  walls,  like  XXXVII.  0 and  7 {Griffin), 

’ The  temperature  chart  was  accidentally  destroyed, 
but  my  own  recollection  and  the  assurance,  at  the  time, 
of  my  resident  chnical  assistant,  confirm  this  statement. 


XXXIX.  3 {Gardiner),  and  it  proceeds  in  a course 
of  fibre-formation  like  XLI.  7 {Coppin).  This  small- 
celled  growth  sometimes  forms  nodules  (miliary) 
projecting  into  the  cavities  of  the  alveoli.  Sometimes 
it  forms  thickenings  in  the  arteries  similar  to  those 
seen  in  the  arteries  of  the  brain  {see  XLII.  7,  aa). 
Nodules  of  induration  are  also  seen,  singly  or  in 
groups,  commencing  like  XXXIX.  5 and  7 {Overall 
and  Unwin),  passing  into  the  densest  masses  of 
homogeneous  sclerosis  like  XLI.  1 and  3 {Carr), 
XLI.  5 {Roberts),  and  by  processes  similar  to  those 
described  in  these  cases.  Great  numbers  of  giant- 
cells  exist  among  these  sclerosed  nodules ; they 
are  sometimes  central,  sometimes  peripheral,  and 
are  of  the  types  of  XXXII.  6,  7,  10,  and  XXXIII.  11. 
Much  perivascular  and  peribronchial  thickening 
exists  throughout  these  specimens.  It  is  commonly 
fibroid,  homogeneously  sclerotic,  but  in  a few  places 
can  be  seen  to  be  proceeding  by  means  of  a small- 
celled  growth. 

CASE 

Acute  Broncho-Pneumonia. 

Plates  V.  fig.  3 ; XXVI.  figs.  1-4. 

Eef. — Catarrhal  Pneumonia,  pp.  23,  27. 

Summary. — AT.  1.  A rickety  child.  Ac^ite  symp- 
toms ; diarrhoea,  cough,  fever,  dyspnoea.  Bronchitic 
rales  through  both  lungs,  with  dulness  and  crepita- 
tion at  the  bases.  High  pyrexia  of  remitting  type. 
Duratio7i  five  weeks. — Bronchi  filled  with  puriform 
secretion.  Bneumonic  consolidation  at  right  base, 
with  collapse  at  both  bases  and  anterior  margins. 
Spots  of  lobular  pneumonia,  some  breaking  down, 
%vere  abundantly  scattered  through  both  hongs. 

,IoHN  Tanner,  stat.  1 year;  admitted  University 
College  Hospital,  September  10,  1880 ; died  October 
10,  1880. 

Family  History. — The  youngest  of  five  children  ; 
three  are  living  and  in  good  health  ; one,  the  fourth, 
has  already  died  of  bronchitis.  Parents  both  living; 
in  poor  circumstances,  even  for  the  labouring  class. 
No  hereditary  predisposition  known.  Patient  has  had 
no  previous  illnesses  ; has  been  suckled  by  mother 
up  to  present  time. 

Present  Illness. — Commenced  a week  before  ad- 
mission. The  child  became  feverish,  lost  appetite, 
and  had  diarrhma  ; stools  slimy  and  green  ; cough 
commenced  with  the  fever  ; vomited  with  cough. 

State  on  Admission. — Fairly  well  nourished, 
Some  enlargement  of  ends  of  long  bones  (rickety) ; 
has  cut  all  incisor  teeth  ; anterior  fontanelle  widely 
open.  Skin  hot ; dryness  alternates  with  perspirations 
No  marked  lividity,  but  considerable  pallor.  Hair 
silky ; eyelashes  long ; some  down  on  cheeks  and 
back. 

Respiratory  System. — Breathes  with  difficulty; 
is  propped  up  in  bed,  al*  nasi  Avorking ; respirations 
44  per  minute  ; some  Avheezing.  Eetraction  of  lower 
ribs,  epigastrium,  and  suprasternal  notch,  with 
inspiration.  Upper  part  of  chest  resonant.  Duhiess 
both  bases,  laterally  and  posteriorly,  especially  at 
the  right.  Breath-sounds  exaggerated  above,  at  the 
bases  accompanied  by  much  crepitation.  Moist  rales 
are  heard  throughout  both  lungs.  Tongue  furred. 
Diarrhoea,  with  green  stools. 
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The  child  continued  in  the  same  state  and  im- 
proved birt  little  under  treatment  ; occasional  partial 
improvement  took  place  in  the  physical  signs  and 
in  the  general  state,  but  relapse  speedily  occurred. 
Diarrhoea  was  frequent,  and  there  "was  occasional 
vomiting.  The  patient  finally  died  exhausted,  in 
spite  of  stimulants  and  of  cold  packing. 

The  temperature  was  high  throughout  nearly  the 
whole  of  the  illness,  and  was  only  partially  and  very 
temporarily  reduced  by  the  cold  packing.  On  admission 
it  was  103'6°,  and  it  reached  104°  on  the  next  day. 
and  continued  high,  with  scarcely  any  remissions. 
The  cold  pack  reduced  it  to  101°,  but  it  rose  imme- 
diately after  to  104'6°,  and  continued  not  lower  than 
102‘6°  in  a cold  pack  renewed  every  hour  and  a half, 
and  subsequently  repeated  every  twenty  minutes. 
After  72  hours  it  fell  to  99'4°,  and  remained  below 
102°  during  seven  days,  with  only  one  exacerbation  to 
103°.  During  this  period  there  w'ere  regular  daily  re- 
missions to  a temperature  varying  from  99°  to  100°,  and 
exacerbations  varying  from  100°  to  102°  ; after  this  the 
temperature  again  rose,  reaching  repeatedly  104°  and 
on  one  occasion  105'6°,  with  regular  daily  marked  re- 
missions to  99’2°,  99'8°,  100°  and  101° ; the  usual  mini- 
mum being  between  99°  and  100°  ; these  remissions 
occurring  sometimes  in  the  evening.  During  the 
first  two  days  of  this  second  rise,  the  temperature 
remained  persistently  above  103°.  During  the  last 
four  days  of  life,  the  temperature  gradually  rose  to 
105’6°,  none  of  the  remissions  being  less  than  101'G°. 

The  pulse  was  persistently  rapid,  varying  from 
140  to  160.  The  respirations  varied  from  44  to  72. 

PosT-MOKTEM. — Lunfjs  : Both  are  extensively  col- 
lapsed at  the  bases  and  also  at  the  anterior  margins. 
Both  apicesover-distended,  markedly  emphysematous, 
though  even  here  are  some  spots  of  collapse.  Over 
the  base  of  the  right  lung,  there  is  a limited  patch  of 
lymph  on  the  pulmonary  pleura ; otherwise  the  pleuras 
are  unaffected.  Bronchi  loaded  with  fluid  creamy 
pus  down  to  the  finest  ramifications  that  can  he 
followed  with  the  scissors.  They  are  dilated  through- 
out, but  the  dilatation  becomes  more  marked  in  the 
smaller  branches,  the  cut  orifices  of  which  are  gaping, 
with  thickening  walls,  while  many  small  globular 
cavities,  with  a similar  condition  of  wall,  and  filled 
with  puriform  liquid,  are  scattered  thickly  through 
the  pulmonary  tissue.  These  are  most  numerous  at 
the  bases,  but  tliey  exist  also  in  the  upper  part  of  the 
lungs.  The  more  cylindrical  dilatations  of  the  tubes 
exist  equally  in  all  parts  of  the  lung.  The  lining 
membrane  of  the  tubes  is  thickened,  intensely  vas- 
cular, and  softened.  At  the  right  base,  beneath  the 
spot  of  inflamed  pleura,  is  a patch  of  reddish-grey 
pneumonic  consolidation.  Scattered  thickly  through- 
out both  lungs,  but  most  numerous  at  the  bases,  are 
two  sets  of  changes  (V.  3.)  The  first  of  these  are 
little  yellow,  softened  spots,  varying  from  one-eighth  to 
a quarter  of  an  inch  in  diameter,  scarcely  prominent, 
and  breaking  down  into  a semi-fluid  debris,  which 
differs  from  the  collections  of  pus  found  in  the  globular 
dilatations  of  the  bronchi,  and  leaves,  when  evacuated, 
small  cavities  in  the  pulmonary  tissue.  Besides 
these  there  are  similar  spots,  solid  and  firmer  in  consis- 
tence, but  breaking  down  easily  under  pressure,  finely 
granular  on  section  (V.  3,  a).  These  vary  in  colour 
from  a reddish-yellow  to  a dull  reddish-grey  or  a dull 
red,  and  are  scarcely  ]irominent  ; in  some  places 
they  are  situated  in  the  midst  of  highly  injected 


tissue,  others  are  in  the  collapsed  tissue,  while  some 
are  in  the  emphysematous  portions.  They  vary  in 
size  from  a hemp-seed  to  a spilt  pea,  and  tend  in 
parts  to  become  confluent,  but  when  they  do  so  no 
special  racemose  shape  is  assumed  by  them,  but  they 
form  patches  of  irregular  size  and  form,  and  may 
occupy  areas  of  a quarter  of  an  inch  to  an  inch  on 
superficial  section.  The  collapsed  parts  are  dull 
bluish-red,  small  and  glistening  on  section,  and  re- 
sistant, except  where  invaded  by  pneumonic  change. 
In  some  places  they  are  markedly  mdematous,  much 
bloody  serosity  flowing  from  them.  They  are  tra- 
versed by  dilated  bronchi  as  before  described.  No- 
thing special  was  found  in  the  other  organs. 

Mickoscopical  Examination  of  the  nodules  found 
in  the  lung  shows,  in  the  more  diffuse  tracts,  the 
alveolar  tissue  almost  entirely  filled  with  large  epi- 
thelial cells  like  XXV.  8.  Sections  of  the  firmer 
nodules,  situated  under  the  pleura,  show  that  the 
pneumonia  is  essentially  lobular  {see  XXVI.  1 and  2), 
and  that  the  alveoli,  bronchioles,  and  alveolar  pas- 
sages are  crowded  with  epithelial-like  cells  in  various 
stages  of  disintegration.  This  distension  of  the 
lobule,  when  single,  causes,  apparently  by  compres- 
sion, collapse  of  the  adjacent  tissue,  as  seen  in 
XXVI.  1,  hb,  in  which,  however,  some  epithelial  pro- 
liferation also  occurs.  The  larger  masses  are  formed 
by  a confluence  of  such  nodules  (as  seen  in  XXVI.  2). 
The  alveolar  walls  are  unaffected  by  any  considerable 
nuclear  growth,  though  a few  enlarged  nuclei  may 
occasionally  be  seen  in  them  {see  XXVI.  4,)  but  there 
is  no  multiplication  of  these,  or  any  thickening  of  the 
alveolar  wall  by  new  growth,  and,  throughout,  tlie 
capillaries  may  still  be  seen  distended  with  blood. 
The  cells  by  which  the  alveoli  are  distended  are,  for 
the  most  part,  large  round  cells  of  the  epithelial  type 
{see  XXVI.  3 and  4),  but  some  leucocytes  may  be  seen 
among  these  (as  in  fig.  3).  Many  of  the  cells  contain 
Idood-pigment.  and  they  are  for  the  most  part  finely 
granular,  but  in  some  instances  coarsely  so.  These 
lobules,  especially  when  confluent,  tend  to  break  down 
into  debris;  the  epithelial  cells  become  increasingly 
granular,  tliey  lose  their  defined  outlines,  and  fuse 
into  a homogeneous  mass.  These  areas,  such  as 
XXVI.  1,  appear  in  most  cases  to  soften  cn  masse 
without  any  antecedent  suppuration,  the  walls  of  the 
alveoli  breaking  down  into  debris  of  a finely  granular 
character.  In  a few  places  there  is  nuclear  growth 
around  the  lironchioles  and  blood-vessels,  and  also 
some  in  the  interlobular  septa.  No  distinct  reticulum 
can,  however,  be  seen  here,  and,  as  already  stated, 
the  alveolar  walls  are  free  from  the  growth. 


CASE  5. 

Acute  Ulcekating  and  Suppurating  Pneumonia. 
Plates  V.  fig.  5 ; XXXV.  fig.  7. 

Eef.  — riitlusis,  pp.  119,  121. 

Summary. — F.  SI . Severe  bronchitis  a year  before 
the  sudden  onset  of  acute  symptoms,  which  occurred 
two  months  before  dca.th ; cough,  shivering,  fever. 
Afterwards,  svd den  exacerbation;  purulent  expecto- 
ration and  profuse  sweating.  Signs  of  consolidation 
at  the  apices  and  fine  rales  throughout  both  lungs. 
Diarrhaa  tvith  intestinal  hceniorrhagc.  Death  Iwclve 
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CASE' 5 {S.  BROWN) 


days  after  last  relapse.  Temperature,  moderately 
raised  at  first,  gradually  fell. — Broncliiinflavied  and 
ulcerated,  surrounded  by  greyish-red  granular  consoli- 
dation. A^jex  of  right  lung  fibroid.  A feio  granula- 
tions- Inflammation  of  small  intestine, 

Sarah  Brown,  fetat.  31,  admitted  University 
College  Hospital  under  Dr.  Eeynolds,  February  4, 
1865  ; died  February  11. 

Family  History. — Father  died  at  70,  not  subject 
to  any  chest  affection.  Mother  delicate,  but  condition 
of  chest  not  known ; died,  aetat.  40,  in  childhed. 
Patient  was  youngest  of  ten  brothers  and  sisters,  all 
dead  but  herself,  causes  of  their  death  unknown. 

Personal  History. — No  previous  illnesses.  Has 
lived  almost  constantly  in  London,  as  a domestic 
servant  (general  servant  and  cook),  since  17.  Has 
always  had  sufficient  food.  Menstruated  at  14  or  15, 
has  always  been  perfectly  regular. 

Present  Illness. — In  1863,  went  to  service  at  Tun- 
bridge Wells.  January  1864,  after  being  nine  months 
at  Tunbridge  Wells,  caught  a violent  cold,  had  bron- 
chitis, and  was  laid  up  in  the  infirmary  there  from 
the  end  of  January  until  March.  Recovered  per- 
fectly, returned  to  London,  and  was  quite  well 
during  the  whole  of  the  summer  of  1864.  She  con- 
tinued well  and  free  from  cough  until  December  23, 
1864,  when  she  got  a severe  chill,  had  pains  in 
limbs,  shivering,  and  was  feverish.  Cough  com- 
menced at  once,  but  without  expectoration,  such  as 
is  now  present,  until  February  1,  1865.  Continued 
at  work  as  a domestic  servant  throughout  January, 
hut  felt  breath  very  short  when  she  went  up  stairs. 
On  February  1st  she  became  suddenly  worse,  in  con- 
sequence, it  was  thought,  of  a fresh  chill ; fever 
increased,  breath  became  very  short,  and  expectora- 
tion commenced.  Has  lost  flesh  and  appetite  during 
past  six  weeks,  and  has  sweated  at  night  since  Feb- 
ruary 1.  Menstruation  has  been  regular,  but  for  the 
last  three  or  four  months  has  been  pale  and  scanty. 

State  on  Admission. — Light  red  hair  ; light  brown 
eyes  ; fair  complexion  ; fingers  slightly  clubbed  ; skin 
hot';  skin  now  dry,  but  perspires  profusely  at  night. 
Face  and  lips  livid  ; orthopnoea  ; respiration  pant- 
ing, 44  ; alfB  nasi  expand  with  inspiration.  Pulse 
148,  small  but  equal.  Frequent  cough,  with  copious, 
confluent,  thick,  greenish,  homogeneous  expectora- 
tion, streaked  with  a dirty  brown,  and,  in  some 
places,  with  brighter  red  ; under  microscope,  nothing 
can  be  seen  but  pus-corpuscles  and  mucus-corpus- 
cles, some  of  wdiich  are  pigmented. 

Physical  Examination. Some  flattening  under 
both  clavicles.  Eight  infraclavicular  region  dull  to 
third  rib,  below  this  right  front  and  axilla  resonant. 
Left  infraclavicular,  hyperresonant  but  not  amphoric. 
Rest  of  left  front  resonant.  Both  supra-spinous 
fossae  deficient  in  resonance,  especially  the  left  ; per- 
cussion of  back  interfered  with  by  blister  between 
shoulders.  At  right  apex,  front  and  back,  respiration 
bronchial,  with  loud  sibilant  and  sonorous  rales, 
mingled  with  fine  bubbling  rales.  These  rales  of 
l)oth  kinds  are  heard  over  the  whole  of  the  side, 
anteriorly  and  posteriorly.  Vocal  resonance  exag- 
gerated under  right  clavicle  ; pectoriloquy.  Left 
apex,  respiration  hollow  blowing,  with  coarse  rales  ; 
at  left  base  rales  have  a metallic  quality.  The  dul- 
ness  increased  under  the  left  clavicle  during  the 
ensuing  week,  and  also,  to  a less  degree,  on  the  right 
side.  (There  was  no  material  change  in  the  quality 


of  the  rales).  Tongue  covered  with  thick  hrownish 
fur,  and  red  at  tip  and  edges,  with  red  papillte.  Has 
had  diarrhoea  severely  for  a week  ; was  disturbed  six 
or  seven  times  last  night.  Has  been  very  sick,  but 
no  nausea  at  present ; no  abdominal  pain.  Has  been 
liable  to  slight  attacks  of  diarrhoea  when  in  ordinary 
good  health,  but  not  severe  or  frequent  or  of  long 
duration. 

The  diarrhoea  continued  unchecked,  in  spite  of 
treatment,  and  on  two  days  she  passed  three  or  four 
dark  tarry  stools,  and  also  some  fluid  blood,  and  she 
became  delirious  at  night.  Exhaustion  increased, 
the  cough  was  almost  incessant,  and  the  sputa  be- 
came diffluent,  homogeneous,  and  greenish-yellow  in 
tinge.  She  died,  exhausted,  on  February  11. 

The  clinical  clerk’s  report  of  the  urine  has  been 
omitted  in  the  case-book,  but  it  is  believed  to  have 
been  free  from  albumen.  Her  temperature  shows  a 
course  so  strikingly«resembling  that  of  acute  pneu- 
monia, fatal  in  the  stage  of  collapse  and  defervescence, 
that  I give  the  record  entire. 


Date 

Morxiks 

Evenin-g 

Temp. 

Pulse 

Reap. 

Temp. 

Pulse 

Resp, 

Feb.  4 

10,3-6 

152 

48 

5 

102-2 

150 

48 

101 

152 

48 

6 

102 

144 

44 

101 

144 

56 

7 

100-8 

120 

44 

99-4 

152 

62 

8 

99-6 

140 

48 

98 

144 

44 

9 

98 

144 

52 

98-2 

144 

56 

10 

96 

136 

56 

96 

132 

66 

Death  at  7 a.m.  on  the  following  morning. 


The  temperatures  (9.30  a.m.  and  9.30  p.m.)  were 
almost  all  taken  when  the  patient  was  sitting  up  in 
bed. 

Post-mortem  : 6 hours  after  death. — Chest  flat- 
tened laterally  and  much  enlarged.  Liver  projects 
four-and-a-half  inches  below  margins  of  7th  and 
8th  ribs.  On  opening  body,  a very  offensive  odour  is 
observed  from  the  intestines. 

Lungs. — Left  : Upper  lobe  emphysematous,  con- 
tains only  a few  small  hard  nodules,  which  when 
cut  across,  have  a whitish  centre  surrounded  by  pig- 
mented induration-matter.  In  the  lower  lobe  the 
bronchi  are  filled  with  a very  tenacious  mucus. 
They  are  intensely  injected,  and  the  surface  of  the 
mucous  membrane  is  rough  and  uneven.  In  some 
places,  distinct  ulcerations  can  be  seen  in  those  of 
the  third  and  fourth  divisions,  passing,  in  some  spots 
into  small  deep  excavations,  capable  of  holding  a 
hemp-seed  or  a split  pea.  Such  bronchi  are  imbedded 
in  areas  of  solidified  tissue  (V.  5),  with  a granular 
surface,  greyish-red  in  colour,  dotted  with  yellow  and 
whitish  spots,  in  the  centre  of  which  there  is  often  a 
small  cavity  communicating  with  the  bronchi.  Some 
of  these  cavities  coalesce  in  places,  and  form  ragged 
excavations.  These  areas  may  be  from  one  to  three 
inches  in  diameter  ; there  are  several  such  in  the 
lung.  The  tissue  between  them  is  crepitant,  yielding 
much  grumous  serosity.  No  grey  granulations,  nor 
any  distinct  tubercular  granulations,  can  be  found 
in  this  lobe. 

Bight  Lung,  strongly  adherent  to  parietal  pleura. 
The  pleura  at  "the  apex  is  much  thickened,  and  when 
cut  into,  several  sinuous  cavities,  are  seen  traversed 
by  bands  and  trabecula;.  The  rest  of  the  tissue  is 
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fibroid,  of  semi-cartilaginous  firmness,  and  contains 
cheesy  spots.  Below  this,  in  emphysematous  tissue, 
are  numerous  nodules  of  induration,  fibroid,  pig- 
mented, and  puckered ; in  the  centre  of  some  is  a 
white  milky  fluid.  These  spots,  when  incised  longi- 
tudinally, are  found  to  be  bronchi  with  thickened 
walls,  surrounded  by  indurated  pulmonary  tissue. 
Similar  nodules  are  scattered  throughout  the  lung. 
The  lower  lobe  contains  considerable  recent  pneu- 
monic tracts,  like  those  described  in  the  left  lung, 
and  the  bronchi  exhibit  similar  changes.  Smaller 
spots  are  found  in  this  lung,  presenting  granulations 
of  cheesy  greyish  matter  surrounded  by  induration. 

The  bronchial  glands  are  free  from  visible 
tubercle. 

Heart  healthy. 

Liver  fatty,  much  hepatic  congestion. 

Kidneys  congested,  indurated,  cortical  substance 
too  narrow.  Some  cloudy  swelling. 

Spleen  small,  firm. 

Stomach  covered  Avith  tenacious  mucus.  Mucous 
membrane  someAvhat  thickened,  and  presents  a good 
deal  of  fine  injection. 

Intestines. — First  part  of  jejunum  contains  a 
large  patch  of  hemorrhagic  injection.  Solitary  glands 
and  Brunner’s  glands  enlarged,  l)ut  no  enlargement 
of  Beyer’s  patches.  In  ileum,  intense  hemonhagic 
injection  of  mucous  membrane,  with  submucous  ex- 
travasations into  villi  and  valvule  conniventes,  pre- 
senting a typical  picture  of  inuco-enteritis.  Mucous 
membrane  SAVollen,  softened,  and  cloudy-looking  ; 
not  a trace  of  tubercle  visible.  Injection  diminishes 
in  the  last  six  inches  of  the  ileum,  and  is  only  slightly 
marked  in  the  ileo-cecal  valve  and  in  the  cecum, 
though  the  solitary  glands  are  much  enlarged  in  this 
region.  The  colon  shows  scarcely  any  trace  of 
inflammatory  action. 

Microscopical  Examination.  Tracts  of  fibroid 
change  are  numerous.  The  chief  and  most  charac- 
teristic alteration,  pervading  nearly  all  parts  of  the 
lung  where  the  affection  is  recent,  is  a dense  infiltra- 
tion of  the  walls  of  the  alveoli  with  a small-celled 
nuclear  growth,  Avhich  in  places  almost  completely 
obliterates  their  cavity.  In  the  alveoli  not  thus 
obliterated,  large  cells  of  the  epithelial  type  re- 
main. The  variations  in  appearance  of  dilferent 
parts  which  are  produced  by  these  changes  are 
identical  Avith  those  seen  in  XXXVIII.  6 (Ellsom), 
XXXVII.  7 {Griffin),  XXX.  5 {Policy),  XXXIX.  3 
{Gardiner),  and  in  a few  places  like  XXXVIII.  1 
(Ilenshaw).  The  small-celled  groAvtli  forms  in  some 
parts  small  nodules  and  masses  ; but  these  are  rare 
and  quite  exceptional ; when  present  they  are  for 
the  most  part  outgrowths  of  the  alveolar  thickening, 
but  in  a few  they  apparently  arise  from  the  filling  of 
the  ah^eoli  Avith  nuclear  growth  instead  of  Avith 
epithelial  cells.  In  one  place  such  a nodule  is  seen 
extending  from  the  sheath  of  a bronchus. 

Areas  ol  pneumonic  change  are  frequent  and 
extensive,  where  the  tliickening  of  tlie  Avails  Aviih 
small-celled  groAvth  is  less  pronounced  or  is  only 
commencing.  The  interior  of  the  alveoli  in  these 
parts  is  sometimes  croAvded  Avith  epithelial  cells  and 
leucocytes,  liut  in  some  places  these  are  less  numerous, 
and  the  air-cells  a, re  chiefly  filled  by  an  amorphous 
exudation,  in  Avbich  are  a fe\v  enlarged  epithelial 
cells  and  some  hyaline  large  mucous  corpuscles,  as 
in  XXXVIII.  4 {ilenshaw). 


Areas  of  destruction,  like  XXXVIII.  3 (Hcnsluno), 
are  also  seen.  This  destructive  process,  in  which 
all  the  cell-elements  of  the  tissue  vanish,  does  not 
ap)]Aear  to  be  preceded  by  the  dense  small-celled 
infiltration  of  the  alveolar  walls  just  described, 
since  their  outlines  remain  unthickened  ; but  in  the 
parts  AAhere  it  is  proceeding  there  appears  to  be 
an  abortive  commencement  of  the  same  groAvth  in 
their  floor.  No  epithelial  cells  are  visible,  and  the 
whole  is  occupied  by  small  nuclei  and  occasionally 
by  small  cells,  betAveen  Avhich,  however,  no  reticulum 
is  visible.  These  are  smaller  than  pus-cells,  and 
the  form  does  not  resemble  suppuration,  but  suggests 
the  idea  that  the  vitality  of  the  tissue  perishes  in 
the  first  acute  formation  of  a small-celled  groAvth, 
similar  to  that  Avhich,  Avhen  proceeding  in  a less 
intense  manner,  persists  to  the  extent  of  thicken- 
ing the  walls.  Areas  of  a destructive  pneumonia 
of  the  suppurative  type  are  also  observed  {see 
XXXV.  7).  These  resemble  in  their  main  features 
those  described  in  the  cases  of  Brodrick  and  Smith 
{l8  and  28).  The  tissue  contains  remains  of  epi- 
thelial cells,  but  it  is  also  infiltrated  Avith  pus-cells, 
and  cells  of  the  size  of  pus-cells,  but  Avithout  nuclei. 
The  epithelial-like  cells  are  the  least  numerous, 
and  the  breaking  doAvn  of  the  tissue  appears  to 
be  due  to  the  predominance  of  the  latter.  They 
fuse  into  an  amorphous  debris,  in  the  formation  of 
which  the  elastic  fibres  also  disappear,  and  no  ap- 
pearance of  small-celled  or  nuclear  groAvth  is  seen 
in  these  areas,  though  it  is  found  in  others  imme- 
diately adjacent. 

Periarterial  and  peribronchial  small-celled 
growths  abound  throughout  these  lungs.  The  latter 
are  not  unfrequently  associated  AAuth  suppuration, 
and  in  some  cases,  the  character  of  the  infiltration 
of  the  bronchial  Avails  is  suppurative  rather  than 
tubercular,  but  the  two  appear  to  pass  into  one 
another.  No  giant-cells  are  seen  in  these  lungs. 

Commentary. — This  is  a case  essentially  of  the 
‘ acute  desquamativ'e  pneumonia  ’ of  Buhl  {see  p.  39), 
AAdiich  he  says  may  run  an  acute  course  like 
croupous  pneumonia.  There  had  evidently  been 
a previous  attack,  probaldy  of  the  same  character. 
Desquamative  pneumonia  is  so  rare  Avithout  tubercles, 
that  it  may  be  held  to  be  essentially  a tubercular 
form. 

CASE  6. 

Acute  Tubercle. 

Plates  VI.,  XXVIII.,  figs.  6-10,  and  XXX.  fig.  5. 

Summary. — M.  6.  Family  history  of  phthisis. 
Loss  of  appietite  and  headache,  commenced  three 
months  before  death,  ami  was  followed  by  cough  and 
'niuco-parulcnt  expectoration,  ami  by  signs  of  conso- 
lidation in  the  lungs,  chiefly  in  the  upper  parts. 
Considerable  pjyrexia. — Tubercular  granidations  in 
pleura.  Both  lungs  crammed  with  small  granula- 
tions and  larger  firm  nodules,  in  pilaces  confluent 
into  tracts  of  cheesy  aspect,  unsoftened : some  were 
surrounded  by  grey  p)icwmonic  infiltration.  Tuber- 
cular granulations  in  peritoneum,  liver,  spleen,  d'c. 

John  II.  Polley,  ietat.  6,  admitted  University 
College  Hospital  January  25,  died  February  Ki, 
180H. 
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Family  History  [given  hy  child’s  mother). — 
Fathei'  was  ‘ paralysed  ’ three  years  ago,  but  re- 
covered. Father  and  mother  now  both  healthy. 
Three  of  his  father’s  lirothers  died  of  phthisis  : one 
sister  died  of  ‘ abscess  of  the  lung  ’ at  the  age  of  15 
months  : one  brother  and  sister  still  living  and 
healthy. 

Personal  History. — Had  measles  when  eight 
months  old  : chicken-pox  when  fifteen  months  old  ; 
whooping  cough  in  the  winter  of  18(J6-7.  Father’s 
house  dry,  l)ut  situation  confined.  Has  never  had 
good  appetite. 

Present  Illness  commenced  in  November  1869, 
^vith  anorexia  and  headache,  so  that  he  was  forced 
to  leave  school.  Cough  commenced  in  beginning  of 
January  18(i8,  and  has  since  then  been  attended  with 
much  expectoration.  Never  had  hfumoptysis.  Has 
had  occasional  pain  in  left  side.  Has  lost  much 
fiesh.  Appetite  very  bad  and  bowels  irregiilar. 
1 leadache  has  only  been  occasional.  Has  been 
under  treatment  as  an  out-patient  at  the  Hospital 
for  Sick  Children  before  admission  here. 

State  on  Admission. — Hreat  emaciation  and 
marked  amemia.  Teeth  regular,  one  molar  decayed. 
Fingers  clubbed,  nails  incurved.  Skin  hot  to  hand. 
Freathing  hurried,  but  can  lie  in  any  position  with 
ease.  Cough  frequent,  with  mucoid  expectoration 
mingled  with  puriform  matter.  Chest  pigeon-breasted 
in  moderate  degree.  Sternum  and  costal  cartilages 
]>rominent  as  a whole  ; some  thickening  of  ends  of 
costal  cartilages. 

I'hysical  Examination. — Percussion  ; both  fronts 
very  imperfect  resonance  ; the  left  axilla  dull  below 
fiftli  rib.  The  right  upper  back  absolutely  dull ; the 
left  gave  imperfect  resonance.  Both  bases  posteriorly 
w^ere  very  hyperresonant.  The  respiration  was  high- 
pitclied  blowing  in  both  supra-spinous  fossje,  and 
tubular  in  the  interscapular  regions.  It  was  also 
harsh  blowdng  in  botli  infraclavicular  regions.  Fine 
moist  rales  were  heard  over  the  whole  of  both  lungs, 
hack  and  front,  even  over  the  duller  areas  ; at  the 
bases  sonorous  sounds  were  mingled  with  the  moist 
rales. 

Heart’s  position  and  sounds  normal.  Liver  dul- 
ness  extended  superiorly  to  fifth  rib  in  mammary 
line,  and  interiorly  to  two  and  a half  fingers’  breadth 
below  false  ribs.  Spleen  enlai’ged,  and  could  be  felt 
below  false  ribs.  Abdomen  tense  and  tympanitic ; 
bowels  confined.  Tongue  furred.  No  marked  thirst. 
Frine  throughout  varied  in  sp.  gr.  from  1015  to 
1020. 

Tlie  child  gradually  sank  without  fresh  symptoms, 
and  died  on  February  16,  1868.  Dyspnoea  was  pro- 
minent throughout  ; the  respirations  ranging  from 
44  to  68;  the  pulse  from  120  to  152.  His  mean 
pulse-respiration  ratio  was,  for  the  morning,  2§  : 1, 
for  the  evening  2 ; 1.  The  highest  pulse-respiration 

ratio  w'as  P.  152  ; E.  44  {3^:  1)  ; morning,  the  lowest 
was  P.120;  R.  68(lj  : 1),  evening.  His  mean  morn- 
ing temperature  in  fifteen  observations  was  101'1°, 
the  lownst  being  99’8°,  the  highest  103'4°.  The 
mean  evening  temperature  in  thirteen  observations 
wvas  102°,  the  highest  being  103‘6°,  the  lowest  100°. 
The  average  exacerbation  from  morning  to  evening 
in  seven  observations  was  1'8°,  the  greatest  being  3'2°, 
the  lowest  0'6.°  The  average  remission  from  morn- 
ing to  evening  in  six  observations  was  1‘8°,  the 
greatest  being  3‘6°,  the  lowest  0'2°.  Remissions  from 
morning  to  evening  w'ere  observed  on  three  days  ; 


mean  1'2°,  maximum  0'7°.  Exacerbations  occurred 
from  evening  to  morning  on  four  days ; mean  0'6°, 
maximum  1'2°,  minimum  0'3°. 

Post-mortem. — Lungs  : No  adhesions,  but  pari- 
etal pleura  thickly  covered  with  fine  granulations, 
wdthout  any  exudation,  thickening,  or  congestion. 
Some  emphysema  of  both  lungs  at  anterior  borders. 
The  external  surfaces  of  both  lungs  studded  thickly 
with  granulations,  fiattened,  all  appearing  firm  and 
semi-cartilaginous  (VI.  2).  The  centre  of  some  is 
more  opaque,  but  having  a bluish-grey  tinge  ; in  a few 
the  centres  are  yellowish.  The  granulations  vary  in 
size  from  a pin’s  point  to  a hemp-seed.  Even  under 
the  pleura  they  tend  to  increase  into  masses,  around 
the  circumference  of  which  granulations  are  sprinkled, 
giving  the  groups  an  irregular  racemose  appearance  ; 
around  these  there  is  much  congestion.  When  cut 
into,  these  are  found  to  correspond  to  larger  masses 
more  deeply  seated. 

On  section  both  lungs  are  filled  from  apex  to 
base,  and  almost  equally  with  solid  nodules,  varying 
in  size  from  a split  pea  to  a bean.  These  are  firm  and 
dry-looking,  dense,  hard,  and  very  resisting  (VI.  1). 
No  appearance  of  softening  anywhere  except  in  a few 
small  cavities  at  the  apices.  The  colour  of  these 
masses  is  of  a dull  greenish-white.  Between  them, 
in  emphysematous  and  highly  congested  lung- tissue, 
are  granulations  of  all  sizes,  from  a millet-seed  and 
upAvards,  having  the  same  appearance,  all  firm  and 
nowliere  softening. 

In  several  places  in  both  lungs,  the  conglomerate 
masses  form  large  tracts  occupying  considerable 
areas,  of  a yellowish  caseous  appearance,  firm  and 
resisting  but  granular,  and  in  some  places  manifestly 
composed  of  separate  nodules.  They  show  no 
appearance  of  softening,  but  in  the  centre  of  one  is 
a spot  rather  more  caseous  than  the  rest.  Some  of 
these  nodules  are  surrounded  hy  a zone  of  grey 
pneumonic  infiltration.  The  mucous  membrane  of 
the  hronchi  is  pale.  Here  and  there  some  fusiform 
dilatations  are  seen.  In  some  places  the  bronchial 
wall  is  perforated  by  tubercles  penetrating  from  the 
lung. 

The  bronchial  glands  are  enlarged,  intensely 
cheesy,  a little  pigmented,  and  of  a homogeneous 
yellow  tint. 

Abdomen. — No  effusion  in  peritoneal  cavity,  but 
the  peritoneum  (especially  the  omentum)  is  covered 
thickly  witli  small  yellowish-white  bodies,  varying  in 
size  from  a pin’s  point  to  a millet-seed.  On  section 
most  of  these  are  cheesy  and  soft.  The  mesenteric 
glands  are  large,  yelloAvish-white  in  colour,  cheesy, 
and  friable  on  section. 

Intestines. — Numerous  ulcers  tending  to  encircle 
the  intestine  and  having  thickened  edges,  exist  in  both 
small  and  large  intestine.  Others  of  the  same 
character  are  found  both  in  the  caecum  and  in  the 
large  intestine. 

Liver. — Gall-bladder  full  of  clear  transparent  bile  ; 
ductus  communis  pressed  upon  by  enlarged  and  cheesy 
glands.  Both  can  only  be  evacuated  into  duodenum 
by  strong  pressure.  Liver  studded  everywhere  on 
surface  and  in  substance  with  granulations,  which 
vary  in  size  from  a millet  to  a hemp  seed.  Some  of  the 
larger  ones  are  cheesy ; the  smaller  ones  are  semi- 
transparent ; many  are  bile-stained  (VI.  4.) 

Spleen  much  enlarged,  measures  5h  in.  by  3|  in. 
by  2 in.,  and  weighs  6j  oz.  Its  tissue  is  very  firm, 
and  is  riddled  throughout  with  cheesy  masses,  varying 
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in  size  from  a pea  to  a bean,  opaque,  very  resistant, 
not  at  all  friable.  In  several  places  large  tracts  are 
occupied  by  dense  cheesy  matter  {see  VI.  5 and  6). 
There  are  a number  of  cheesy  masses  near  the  hilus, 
and  one  of  these  appears  to  represent  a supernumerary 
spleen  filled  with  tubercle.  Supra-renal  capsules 
healthy. 

Kidneys. — Both  contain  masses  under  the  capsules 
and  in  the 'pyramids,  cheesy,  but  not  softening  ; pelves 
free,  except  a small  uric  acid  calculus  in  one  of  the 
calyces  of  right  kidney. 

Heart  and  great  vessels.  Brain,  and  Testicles 
free. 

jMiceoscopic  Appearances. — Distinct  isolated 
small-celled  growths,  constituting  granulations  of  the 
purely  tubercular  type,  are  comparatively  rare  in 
these  lungs : a few  are,  however,  seen.  The  chief 
changes  are  pneumonic,  combined  with  a reticular 
growth  in  the  walls  of  the  alveoli  and  alveolar 
passages,  and  these  extend  over  considerable  areas 
and  are  very  little  circumscribed.  The  main  type  of 
these,  in  an  early  stage,  is  shown  in  XXX.  5,  where 
the  alveoli  are  seen  filled  with  epithelial  cells  of 
variable  size,  some  of  them  being  multinuclear. 
Their  walls  are  thickened  with  a small-celled  growth 
imbedded  in  a reticulum.  Many  variations  are  found 
in  this  process,  producing  appearances  like  XXXVII. 
0 and  7 (Griffin),  and  also  him  XXXVII.  1 (Griffin) 
(where  the  reticular  growth  is  seen  proceeding  in  the 
floor  of  an  alveolus),  and  like  XXXIX.  3 (Gardiner). 
The  lobular  or  infundibular  type  is  well  marked  in 
some  places,  like  XXVIII.  1,  2,  3,  but  these  are  less 
common  : where  they  are  found,  the  interior  of  the 
alveoli  and  alveolar  passages  are  seen  filled  with 
epithelial  cells  as  described  in  Coombes  (Case  7), 
while  the  walls  are  thickened  by  the  small-celled 
reticular  growth.  Some  of  these  pyramidal  nodules 
are  purely  epithelial,  and  side  by  side  with  them  are 
others  precisely  similar,  except  that  they  are  partly 
composed  of  a small-celled  growth  in  the  manner  last 
described.  In  some  places  the  interstitial  thickening 
of  the  alveolar  walls  has  taken  place  through  very 
large  areas,  as  seen  in  XXVIII.  9 and  10 ; and 
identical  in  appearance  with  XXXVIII,  1 (Ilenshaw). 
Many  of  these  tracts  are  intensely  pigmented. 

Caseation  takes  place  acutely  in  large  diffuse  areas, 
as  seen  in  XXVIll.  0,  where  tlie  outlines  of  the 
alveoli  are  maintained,  their  interior  being  filled  with 
amorphous  dehris.  In  other  places,  where  probably 
a reticular  growth  has  previously  occupied  the  whole 
structure,  the  resulting  caseation  appears  in  the  form 
of  a granular  but  finely  fibrillated  mass,  as  seen  in 
XXVIII.  8,  and  resembling  also  XLIII.  5 (Heath). 
In  other  parts,  where  the  caseation  retains  the  lobular 
form,  the  remains  of  the  dilated  extremities  of  the 
infundibular  and  alveolar  passages  may  be  traced, 
resembling  XL.  4 (Heath).  When  the  lobular  form 
is  retained  in  these  caseous  masses  it  is  sometimes  on 
a large  scale  ; occasionally  it  is  bounded  by  the  inter- 
lobular septa,  but  in  other  places  rounded  masses  of 
caseation  appear,  in  which  the  demarcation  is  not 
distinct.  In  some  places  the  pyramidal  (infundibular) 
masses  of  catarrhal  pneumonic  infiltration  can  l)e  seen 
passing  into  caseation,  and  in  these  it  may  be  observed 
that  a small-celled  reticular  growth,  in  the  floor  and 
walls  of  the  alveoli,  precedes  this  change,  the  catarrhal 
epithelial  cells  disappearing  and  becoming  replaced 
by  the  small-celled  growth. 


CASE  7. 

Acute  Tubercle. 

Plates  VIII.  figs.  2 and  h ; XXVIII.  4 ; 

XXX.  figs.  3 and  4 ; XXXIV.  1. 

Summary. — M.  13.  Ill-fed,  of  ffiitliisical  famiily. 
Lung-symptoms  developed  rapidly,  ivith  considerable 
remitting  pyrexia,  sioeating,  and  diarrhoea.  There 
tvers  signs  of  consolidation  at  the  apices,  and  abun- 
dant rales  through  both  lungs. — The  lungs  contained 
abundant  discrete  tubercles,  some  caseatinq  and 
breaking  doivn.  In  the  right  lung  there  teas  an 
embolic  infarct.  The  intestines  presented  tubercular 
ulceration. 

Alfred  Coombes,  fetat.  13,  admitted  University 
College  Hospital,  under  Dr.  Pieynolds,  April  10  ; died 
April  20,  1807. 

Family  History. — Both  parents  living.  Father, 
55,  a printer,  has  had  a cough  for  six  or  seven  years 
attended  by  much  expectoration  and  occasional 
htemoptysis.  Paternal  grandmother  consumptive. 
Mother,  48 ; no  chest  affection  known  in  her  family. 
Patient  is  one  of  eight  children,  four  of  whom  are 
dead  ; one  brother  died  at  18,  cause  unknown  ; one 
died  of  head  affection  ; one  of  some  chest  affection  ; 
one  from  whooping-cough. 

Personal  History. — Has  had  measles  at  2,  whoop- 
ing cough  at  4,  and  scarlatina  when  very  young. 
Pie  worked  since  10  years  old  in  printing  office  from 
8 A.M.  to  8 P.M.,  hut  occupation  of  late  has  been  to 
drag  a truck  in  the  streets.  This  involved  pressure 
on  the  epigastrium,  and  patient  suffered  from  nausea. 
Has  lived  badly,  and  has  seldom  had  meat  more  than 
once  a week.  Has  been  liable  to  take  cold  for  some 
years  past,  but  has  never  been  laid  by  before  present 
illness. 

Present  Illness  commenced  two  months  ago. 
Patient  returned  home  complaining  of  epigastric 
pain  ; he  then  had  rigors  ; liis  strength  failed  siul- 
denly,  and  cough  supervened  a few  days  later.  He 
had  slight  luemoptysis  soon  after  invasion  of  illness. 

State  on  Admission. — Fair  hair  ; long  eyelashes  ; 
teeth  good,  enamel  thin  ; fingers  long  and  taper, 
nails  incurvated,  but  not  to  a considerable  degree, 
klarked  ana3inia  and  considerable  emaciation,  fiuslies 
easily.  Lips  dry  and  cracked,  skin  hot,  perspiration 
profuse  at  times.  Some  enlarge. nent  of  lympliatic 
glands  in  neck. 

Considerable  dyspnoea,  with  expansion  of  ahe  nasi. 
Cough  at  hrst  not  very  frequent,  but  increased  after 
admission.  Sputa  at  first  scanty  ; became  after  a 
few  days  gPury  and  tenacious  ; for  the  most  part 
semi-transparent,  containing  a few  white  specks  ; 
the  amount  increased  to  about  4oz.  in  the  twenty-four 
hours.  During  the  last  four  days  of  life  they  con- 
tained blood,  intimately  intermingled,  but  they  never 
assumed  a rusty  tinge. 

Physical  Signs. — Chest  naturally  well  formed, 
with  wide  costal  angles.  Botli  infra-clavicular 
regions  flattened,  a,nd  clavicles  prominent.  Fxpan- 
sion  defective  under  clavicles,  good  at  bases.  On 
]iercussion,  there  is  dulness  at  both  apices  in  front  to 
the  third  rib  ; behind,  on  the  right  side,  to  the  spine 
of  the  scapula  ; on  the  left  side,  to  the  middle  of  flie 
scapula.  Both  bases  hyperresonant.  Bespiratiou 
in  back  almost  masked  by  coarse  bubbling  ralen 
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which  are  heard  over  the  whole  hack  ; it  is  hronchial 
ill  the  left  supra-spinous  fossa,  blowing  at  the  bases. 
In  front  also  the  respiration  is  only  heard  indistinctly, 
through  the  abundant  rales  which  exist  everywhere  ; 
it  is  somewhat  tubular  under  left  clavicle,  where  the 
rales  are  more  abundant  and  more  metallic  than 
under  right  clavicle.  V ocal  resonance  exaggerated  in 
right  infra-clavicular  and  left  supra-spinous  regions. 
Tongue  covered  with  thin  fur,  having  a tendency  to 
become  dry.  Thirst  very  marked.  Diarrhcea  present ; 
three  or  four  loose  actions  daily.  No  pain  or  tender- 
ness in  abdomen.  He  gradually  sank  and  died 
sixteen  days  after  admission. 

The  temperature  was  constantly  pyrexial,  the 
maximum  being  104°  on  one  occasion.  The  mean 
morning  temperature  (7  observations)  was  100'2.° 
The  mean  evening  temperature  (0  observations)  was 
1C3'6°.  The  evening  temperature  was  always  higher 
than  the  morning.  The  average  of  the  exacerbations 
from  morning  to  evening  was  8T°,  the  greatest  being 
4'2°,  the  smallest  being  1‘4°.  The  average  of  the  re- 
missions from  evening  to  morning  was  8‘3°,  the 
greatest  being  4'4°,  and  the  lowest  2°.  The  tempera- 
ture was  tlnrs  of  a markedly  remitting  type.  Tlie 
pulse  ranged  at  120  ; the  respiration  at  40  ; but  the 
number  of  the  observations  is  limited. 

PosT-MOBTEM. — Right  lung  riddled  with  tubercles 
from  apex  to  base ; all  are  scattered,  none  confluent. 
There  is  not  a trace  to  be  seen  of  racemose  agglome- 
ration. The  granulations  vary  much  in  character. 

(A)  Some  are  semi-transparent  ; none  of  these 
exceed  a poppy-seed  in  size,  and  all  dimensions  can 
be  traced  to  almost  invisible  specks,  not  larger  than 
a pin’s  point.  In  some  of  the  larger  granulatious  of 
this  class,  an  opaque  cheesy  spot  can  be  seen  in  the 
centre,  the  circumference  being  still  semi-transparent 
{see  YIII.  2 and  5). 

(B)  In  other  portions  of  the  lung  are  granulations 
of  a dead  opaque  white,  not  prominent,  larger  than 
the  foregoing  but  not  exceeding  a hemp-seed  in  size. 
They  are  all  scattered  singly  and  do  not  form  con- 
glomerate masses.  Some  have  caseous  spots  in  their 
centres,  but  others,  apparently  without  having  under- 
gone this  change,  are  broken  into  puriform  debris. 
Portions  of  the  lung  in  which  these  occur  are  riddled 
with  small  cavities,  none  of  which  exceed  the  size  of 
a pea,  and  most  of  them  do  not  exceed  that  of  a 
hemp-seed.  The  granulations  and  their  characters 
in  the  left  lung  are  precisely  similar  to  those  in  the 
right.  In  this  lung,  however,  there  is  a large  infarct 
at  the  base.  Tubercles  are  tliiddy  scattered  through- 
out the  area  thus  occupied.  A branch  of  the  pul- 
monary artery  leading  to  it  is  found  obstructed  by 
a clot  (probably  proceeding  from  a thrombus  in 
the  heart). 

Heart. — Right  ventricle  contains  a fibrinous 
coagulum,  ragged  and  irregular.  Valves  healthy. 

The  Hifesf'inc  contains  numerous  tubercular  ulcers, 
with  a ragged  floor,  in  which  are  cheesy  masses,  and 
with  tubercular  thickening  of  their  margins. 

Kidneys. — Through  both,  grey  gianuiations  '>re 
thickly  scattered.  There  are  numerous  grey  granula- 
tions on  the  surface  of  the  liver,  not  in  the  rest  of 
the  peritoneal  cavity.  The  other  organs  are  healthy. 

]\IiCEOScopic  Appearances. — Four  main  changes 
are  observed  in  these  lungs  : — (A)  Granulations  com- 
posed of  variable  proportions  of  small-celled  and 
epithelial  growth.  (B)  Peribi’onchial  and  perivas- 


cular thickening  with  small-celled  growth.  (C)  Areas 
of  interstitial  thickening  with  small-celled  growth. 
(B)  Lobules  of  pneumonia,  in  some  places  isolated, 
and  in  others  becoming  confluent  in  diffused  areas. 

(A)  These  granulations  are  essentially  round  in 
the  majority  of  cases.  They  are,  however,  seen  in 
some  parts  to  have  a peribronchial  origin,  arising  in 
these  in  the  terminal  bronchioles  {see  XXVIII.  4 a). 
In  others  immediately  adjacent  (see  same  fig.)  they 
occupy  the  whole  of  single  alveoli.  In  many  places, 
however,  they  have  a more  or  less  pyramidal  form, 
showing  that  they  are  constituted  out  of  an  entire 
infundibulum,  and  resemble  XXVIII.  1,2,3.  Some 
of  these  infundibular  masses  are  almost  entirely 
fibroid  and  pigmented,  showing  that  they  are  of  old 
formation.  In  almost  all  places  in  which  they  are 
found,  there  exists  also  a direct  extension  of  the 
small  celled  growth  into  the  walls  of  the  adjacent 
alveoli,  causing  a thickening  of  these,  and  this  change 
is  occasionally  attended  with  much  pigmentation 
{see  XXVIII.  4,  cc.)  The  fully-formed  granulations 
contain  variable  proportions  of  epithelial  and  small- 
celled  growth.  The  epithelial  growth  is  manifestly 
that  resulting  from  the  alveolar  lining,  and  in  such 
tubercles  as  result  from  the  imphcation  of  several 
alveoli  (transverse  section  of  an  infundibulum)  the 
epithelial  cells  are  seen  to  be  centrally  placed  in  the 
midst  of  masses  of  a reticulated  small-celled  formation 
{see  XXX.  3 and  4,  and  description).  In  the  centres 
of  these  granulations,  the  epithelial  cells  have  com- 
monly disappeared,  and  have  been  replaced  by  small 
round  pyoid  nuclei  (?),  finely  granular,  and  evidently 
breaking  down  (XXX.  3 and  4,  a a),  and  these  fuse 
into  an  amorphous  caseous  mass  in  which  the  remains 
of  elastic  fibres  may  be  seen  undergoing  disintegra- 
tion (XXX.  3,  b).  The  small-celled  growth,  here 
as  elsewhere,  is  imbedded  in  reticulum.  This  is 
sometimes  amorphous  and  glistening,  sometimes 
fibrillated.  (The  fibrillation  has  been  somewhat  exag- 
gerated in  the  engraving.)  In  some  parts  this  small- 
celled  growth  is  seen  to  be  pigmented  (XXX.  4,  e). 
Here  and  there,  masses  of  epithehal  cells  may  be 
seen  undergoing  fusion,  and  remains  of  bronchioles, 
filled  with  remains  of  epithelial  debris,  may  be  seen 
in  some  parts  (XXX.  4,  d d).  The  proportion  of 
epithelial  small-celled  growth  varies  much  in  different 
specimens,  and  in  the  whiter  and  softer  forms  of 
granulation  the  epithelial  cells  are  considerably  in 
excess,  and  sometimes  appear  to  form  a large  pro- 
portion of  the  whole. 

(B)  Both  the  peribronchial  and  perivascular 
growths  are  numerous  and  extensive. 

(C)  The  areas  of  interstitial  thickening  resemble 
those  seen  in  XXVIII.  9,  10  {Polley],  XXXVIII.  1 
{Hc7ishaw),  and  XXXVIII.  G {Ellsom). 

(D)  Pneumonia  occurs  in  some  places  in  an  ex- 
quisitely infundibular  form,  resembling  the  broncho- 
pneumonia of  measles  and  the  catarrhal  pneumonia 
of  childhood.  It  differs,  however,  from  the  latter 
by  the  fact  that  caseation  appears  in  the  floor  of  the 
infundibula  thus  affected,  and  this  caseation  is  pre- 
ceded by  a small-celled  reticular  growth.  In  some 
of  these  places  giant-cells  may  be  seen  in  the  reti- 
cular growth  in  the  centres  of  the  alveoli,  but  they 
are  not  common. 

The  epithelial  proliferation  resembles  that  seen 
in  XXVI.  7 {Ellsom)  and  XXX.  5 {Polley).  In 
many  places  it  is  apparent  that  the  softer  nodules 
arise  from  a small-celled  growth  taking  place  in  the 
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walls  of  infundibula  and  alveoli  in  wliicli  a catarrhal 
epithelial  proliferation  has  occurred,  and  these  sub- 
sequently caseate  or  undergo  fibroid  transformation. 
In  some  instances  the  latter  change  may  be  traced  in 
nodules  which  seem  to  have  had  a pneumonic  origin, 
or  in  which  the  first  process  was  that  of  epithelial 
desquamation. 

CASE  8. 

SUPPUEATION  OF  GlANDS.  TuBEECUnOSIS. 

Plates  XXIX.,  XXX.  fig.  9 ; XXXI.  figs.  1-G  ; 

XXXII.  figs.  1 and  G. 

SuMMAEY. — F.  8.  Su'pimratmg  glands  in  the 
neck.  Slight  limg -symptoms  and  pyrexia,  at  first 
remitting.  Enlargement  of  liver  ; slight  distension 
of  abdomen.  Acute  cerebral  symptoms  (convulsions, 
dc.). — Miliary  tubercle  in  lungs.  Tubercular  peri- 
tonitis ; fatty  liver ; caseation  of  mesenteric  glands  ; 
degenerating  tubercles  in  kidneys.  Tubercular 
meningitis.  Suppuration  of  cervical  and  inguinal 
glands. 

Saeah  Shimmick,  aetat.  8 years,  admitted  Univer- 
sity College  Hospital,  October  18,  1880  ; discharged 
November  15,  re-admitted  January  17,  1881,  and 
died  March  2. 

Family  History. — Father  labourer,  now  47, 
healthy.  Mother  44,  chest  delicate.  No  miscar- 
riages. Parents  had  been  married  18  years  at  birth 
of  patient,  who  is  the  seventh  out  of  eight  children, 
six  of  whom  are  living.  The  eldest  ( a daughter ) had 
a delicate  chest ; another  (a  son)  lias  had  infiamma- 
tion  of  the  lungs  ; one  has  died  from  small-pox, 
another  from  convulsions. 

Personal  History. — Patient  has  been  well-fed 
and  clothed ; house  dry  and  without  bad  smells. 
Had  measles  when  2^.  Has  been  liable  to  partial 
attacks  of  unconsciousness  passing  into  delirium 
during  the  past  year  ; the  last  of  these  occurred 
three  months  before  admission. 

Present  Illness  began  three  months  ago.  She 
lost  appetite  and  grew  thin.  A lump  appeared  in 
left  side  of  neck  two  months  ago,  which  has  gradu- 
ally increased  up  to  present  time. 

State  on  Admission. — Strength  fair.  Tolerably 
well  nourished.  Skin  pallid,  but  no  marked  amemia. 
No  eruptions.  Hair  dark  and  fine  ; eyelashes  thick 
and  long  ; downy  hair  on  shoulders  and  back,  but  to 
a less  degree  on  cheeks.  Long  bones  slight  and 
thin.  Intelligence  good.  Chest  alar,  long,  narrow, 
lower  ribs  oblique  ; shoulders  prominent  forwards  ; 
infraclavicula.r  and  mammary  regions  fiat.  Teeth 
decayed  in  left  lower  jaw.  A large  mass  of  glands 
existed  on  left  side  of  neck,  extending  from  the  sub- 
maxillary gland  to  the  parotid,  and  into  the  anterior 
and  posterior  triangles.  They  were  painful.  No 
other  glands  affected. 

The  swelling  on  the  left  side  of  the  neck 
increased  and  became  soft  and  fluctuating.  The 
glands  0)1  the  right  subsequently  enlarged.  The 
fiuctuating  mass  on  the  left  side  was  opened  by 
incision,  letting  out  pus,  and  was  subsequently 
treated  antiseptically.  The  temperature,  previously 
raised,  fell  to  99°,  and  the  discharge  diminishing, 
the  child  was  made  an  out-patient. 

On  re-adrnission  in  January  into  a surgical  ward, 
a soft  fiuctuating  mass  was  fcimd  in  the  middle  line 


of  the  neck  below  the  cricoid  cartilage,  bounded 
on  each  side  by  the  sterno-mastoid  muscles,  super- 
ficial, and  giving  no  dulness  over  the  manubrium 
sterni.  Behind  right  sterno-mastoid  was  another 
oval  swelling,  distinctly  fluctuating,  the  skin  over  it 
being  natural  in  appearance.  At  its  lower  border 
were  masses  of  enlarged  glands,  and  other  enlarged 
glands  could  be  felt  beneath  the  right  sterno-mastoid. 
In  the  left  posterior  triangle  was  another  swelling, 
which  fluctuated.  The  skin  over  this  was  reddened. 
The  glands  at  the  angle  of  the  left  jaw  were  much 
enlarged  and  were  tender.  A sinus  existed  behind 
the  left  angle  of  the  jaw.  Lungs  and  other  organs 
still  apparently  healthy.  The  fluctuating  swellings 
were  opened,  drained  by  horse-hair  setons,  and 
dressed  antiseptically.  The  discharge  continued, 
moderate  in  quantity  and  healthy,  for  the  succeeding 
month,  but  the  child  remained  persistently  feverish, 
lost  flesh  and  appetite,  although  she  presented  no 
other  complications  until  a fortnight  before  her 
death. 

On  Feljruary  16,  1881,  she  was  re-transferred  to 
medical  side.  Some  dulness  was  found  at  left  apex 
and  in  left  lower  mammary  region.  Eespiration- 
sounds  harsh.  Sibilant  rales  in  both  lungs,  and  a 
few  mucoid  rales  in  left  lung,  both  at  base  and  apex. 
Eesp.  40,  pulse  140.  Liver  extending  nearly  to 
umbilicus  and  tender  on  pressure  ; surface  smooth  ; 
edge  fairly  sharp  and  defined.  Spleen  did  not 
extend  below  false  ribs.  Abdomen  somewhat  dis- 
tended, but  uniformly  so,  and  chiefly  in  the  hypo- 
chondriac regions.  No  tenderness  except  over  the 
liver.  No  dulness  or  fluctuation  in  flanks.  Stools 
solid,  but  very  pale.  Appetite  deficient;  no  vomiting. 

On  February  25,  patient  became  drowsy  and 
continued  so  during  the  next  two  days,  but  could  be 
roused.  Ophthalmoscopic  examination  showed  in 
the  right  eye  a normal  disk,  but  a little  to  the  inner 
side  was  a bright,  highly  refracting  area  with  well- 
defined  edges,  and  apparently  slightly  raised  from 
the  surface.  A little  l)elow  the  disc  there  was  a dif- 
fused pale  area.  Left  eye  nothing  abnormal.  A 
small  ulcer  was  seen  on  right  cornea,  with  streaks 
of  hyperiumia  extending  from  it.  Two  days  later 
the  stupor  passed  into  unconsciousness.  No  para- 
lysis or  loss  of  reflex  action.  A flush  of  hyperfumia 
appeared  on  the  right  side  of  the  face,  exactly 
limited  at  the  middle  line,  and  extending  from  the 
roots  of  the  hair  to  the  middle  of  the  chin  on  this 
side  of  the  head,  and  limited  to  it.  Profuse  perspira- 
tion occurred  at  the  same  time.  Three  hours  later 
the  patient  had  a convulsive  attack  consisting  of 
twitching  of  both  arms  and  legs,  and  of  the  right 
orbicularis  palpebrarum.  Both  pupils  were  dilated, 
the  right  excessively  so,  and  more  than  the  left. 
The  fits  recurred  at  short  intervals ; some  were 
limited  to  the  right  side  of  the  body.  The  hyperje- 
mia  and  sweating  on  the  riglit  side  of  the  head  dis- 
appeared, but  were  renewed  at  intervals,  and  extended 
to  the  right  side  of  the  body  generally.  Conscious- 
ness partially  returned  on  tlie  following  day,  and 
both  arms  could  be  moved.  There  was  no  return  of 
convulsions,  but  partial  coiisciousness  alternated  with 
a comatose  state  for  three  days  after  the  first  appear- 
ance of  cerebral  symptoms.  During  this  time  the 
respiration  and  pulse  grew  more  rapid  (resp.  GO, 
pulse  170)  until  the  patient’s  death  on  March  2).  A 
rise  of  temperature  to  105'2°  preceded  death  by  a few 
hours. 
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Tem])crature. — During  her  first  stay  in  hospital 
the  patient  was  persistently  feverish,  but  to  a mode- 
rate degree,  and  during  some  part  of  all  days  the 
temperature  exceeded  99°.  Usually  a rise  commenced 
from  8 A.M.  to  3 p.m.  and  on  most  days  did  not 
exceed  100°  to  101°.  Exceptions,  however,  occurred 
in  which  the  temperature  reached  102°  to  103°,  these 
higher  temperatures  being  noted  in  both  antemeri- 
dian and  in  the  post-meridian  hours.  Subnormal 
temperatures  (90'4°  to  97'4°)  occurred  with  consider- 
able frequency,  being  sometimes  met  with  at  3 a.m. 
sometimes  at  11  p.m.  (more  commonly  at  the  latter 
hour),  and  in  the  majority  of  the  observations  the 
temperature  at  3 a.m.  was  observed  to  be  above  the 
normal,  sometimes  reaching  102°  or  103°. 

The  second  and  comjjlete  operation  of  opening 
the  abscesses  had  little  effect  on  the  temperature 
after  the  first  twenty-four  hours,  when  it  was  sub- 
normal throughout  the  greater  part  of  the  day.  For 
fourteen  days  subsequently,  temperatures  prevailed 
almost  identical  in  degree  and  course  with  those 
previously  described.  After  this  the  pyrexia  was 
more  continuous  throughout  the  day,  the  remissions 
being  less  marked,  and  the  range  higher,  tempera- 
tures of  102°  and  103°  occurring  on  most  days  ; 104'8° 
being  reached  on  one  occasion,  three  w'eeks  before 
death.  The  day  before  death  the  temperature,  as 
already  stated,  rose  to  105'8°. 

The  ‘pulse  was  rapid  throitghout.  During  the 
first  stay  in  hospital  it  never  fell  below  112,  and 
varied  between  this  and  130.  Subsequently  it 
varied  from  120  to  150,  rising  two  days  before  death 
to  170.  The  rate  of  respiration,  which  on  admission 
was  usually  from  20  to  30,  gradually  increased  in 
frequency  to  40,  50,  and  60,  but  the  increase  did  not 
always  correspond  with  the  pulse. 

Post-mortem,  fourteen  hours  after  death. — 
lligor  mortis  slight.  Subcutaneous  fat  almost  absent. 
Thorax : no  effusion  in  pleura.  The  lungs  were 
thickly  crowded,  throughout  and  uniformly,  with 
small  semi-transparent  granulations.  These  w'ere 
for  the  most  part  scattered,  hut  here  and  there  they 
occurred  in  groups,  though  these  were  not  of  the 
i-acemose  type.  The  granulations  were  so  thickly 
scattered  that  hardly  a quarter  of  an  inch  of  the 
surface  of  any  section  was  free  from  them.  Scarcely 
any  exceeded  the  size  of  a poppy-seed,  and  from  this 
size  they  diminished  to  the  smallest  specks  visible  to 
the  naked  eye.  They  all  projected  above  the  cut 
surface  and  were  glistening,  semi-transparent,  grey- 
ish in  colour,  and  each  w'as  surrounded  by  a zone  of 
hyperaemia.  There  was  little  or  no  opacity  or  casea- 
tion to  be  observed  in  any  of  them,  and  no  soften- 
ing into  cavities.  They  projected  from  under  the 
pleura,  and  here  and  there  appeared  to  invade  and 
])ass  into  the  membrane,  which  was  otherwise  un- 
affected. The  lungs  were  very  hyperaemic.  Some 
spots  of  collapse,  wdiich  could  be  easily  inflated, 
existed  at  both  bases.  No  other  form  of  consolida- 
tion, or  other  abnormal  appearances,  existed  in  the 
lungs. 

Larynx  healthy. 

Heart  healthy. 

Abdomen. — The  visceral  and  parietal  folds  of 
peritoneum  were  adherent,  and  in  these  adhesions 
were  fine  granulations.  Similar  adhesions  also  existed 
(wer  the  surface  of  the  liver.  The  mesenteric  glands 
had  universally  caseated,  and  had  broken  down  into 


soft  or  semi-fluid  masses,  but  none  of  these  had  rup- 
tured or  perforated. 

Stomach  and  Intestines  healthy. 

The  Liver  was  much  enlarged:  weight  42  oz. 
Its  section  was  of  a pale  yellow  colour,  greasy  to  the 
feel,  and  the  tissue  was  found,  on  microscopic  exami- 
nation, to  be  intensely  fatty. 

Spleen  soft,  othenvise  normal. 

Kidney  contained  numerous  small  semi-transpa- 
rent granulations  of  the  size  of  mustard-seeds.  These, 
in  some  places,  had  a distinctly  yellow  tint,  and  a 
few  were  found  larger  in  size  and  softened  into  a 
thick,  yellow,  semi-fluid  material. 

Brain. — Dura  mater  normal.  The  membranes 
on  the  upper  surface  were  sticky,  and  adherent  to  the 
brain-tissue.  The  convolutions  were  flattened.  A 
quantity  of  yellowish  lymph  covered  the  base  of  the 
brain,  extending  into  the  fissures  between  the  con- 
volutions of  the  cerebrum  and  cerebellum.  In  this 
lymph,  and  also  imbedded  in  the  pia  mater,  were 
innumerable  small  fine  semi-transparent  granulations 
of  the  size  of  a poppy-seed.  Ventricles  distended 
with  clear  fluid, — from  4 to  5 oz.  The  fornix  and 
corpus  callosum  were  softened  and  almost  diffluent. 

Glands. — Almost  all  the  cervical  glands  were 
found  to  be  suppurating,  as  also  were  the  inguinal 
glands.  There  was  also  found  a small  post-pharyn- 
geal abscess. 

Eye. — In  the  left  a white  spot  w'as  found  near 
the  disc  in  the  same  position  as  seen  during  life. 

For  microscopic  appearances  of  the  lungs  see 
description  of  Plates  XXIX. ; XXX.  9 ; XXXI.  ItoO  ; 
XXXII.  1 and  0. 

CASE  0. 

Acute  Tubbeculisation.  Caseation  of  Glands. 

{Not  illustrated.) 

Summary. — M.  S6.  Tubercular  inherita7ice.  On- 
set of  cough  7ivne  ynonths  before  death,  followed  by 
progressive  weakness  and  night- sweats . Five  months 
later,  signs  of  a large  pleural  effusion  on  the  left  side, 
and  of  slight  changes  at  the  right  apex.  Temperature 
7iormal.  Paracentesis  [sei'ous  fluid)  was  folloiced  by 
p>yrexia,  reaccumulation,  and  p>rostrati07i.  Second 
paraxentesis ; fluid  purulent  and  offensive.  Hectic 
fever  and  exhaustion. — Left  lung  collapsed,  and  con- 
tained  a few  granulations : these  were  abundant  in 
the  right  lung.  The  mediastinal  glands  were  enlarged 
and  caseated.  Becent  piericarditis.  Liver  cirrhotic 
and  tubercular.  Betro-peritoncal  glands  and  supra- 
renal bodies  enlarged. 

Alfred  Vick,  *tat.  20,  admitted  University 
College  Hospital,  Feb.  5 ; died  June  18th,  1809. 

Family  History. — Father  died  aged  00,  patient 
thinks  of  some  chest  affection.  Mother  died  of 
paralysis.  One  brother  died  of  ‘ water  on  the  brain,’ 
one  sister  died  of  consumption.  One  sister  living  has 
‘ scrofulous  ’ affection  of  the  scalp;  Two  cousins  died 
of  consumption. 

Personal  iJistory.— Has  always  lived  well.  Had 
gonorrhoea  three  years  ago,  and  afterwards  enlarge- 
ment of  glands  in  groin,  sores  on  the  tongue,  and  loss 
of  hair. 

Present  Illness. — Dated  by  patient  from  July  1808, 
when  his  tongue  again  became  sore.  In  September, 
a bad  cough  commenced,  occurring  in  paroxysms,  and 
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attended  with  much  thick  yellow  expectoration.  The 
cough  ceased  in  November,  but  he  has  grown  contin- 
ually weaker.  Has  had  profuse  nocturnal  perspira- 
tions. No  diarrhoea.  Never  had  haemoptysis. 

State  on  Admission. — Anaemia  marked,  emaciation 
moderate.  No  nodes  discoverable.  Tongue  sore, 
ulcerated  at  edges  ; papillae  red  at  tip  and  edges. 
Urine  1020 : free  from  albumen.  Liver  enlarged ; 
reaching,  in  mammary  region,  from  5th  rib  to  three 
lingers’  breadth  below  Mse  ribs.  Spleen  not  to  be 
felt  in  abdomen.  Cough  troublesome,  without  expec- 
toration. 

Physical  Signs. — Left  side  bulged  throughout : 
intercostal  spaces  immoveable  and  flattened. 
Measiu’ement  at  level  of  nipple  L.  IG^  inch  : E.  16J 
inch.  Whole  left  side  less  resonant,  except  between 
2nd  and  4th  ribs  in  the  infraclavicular  region,  where 
a tubular  note  was  occasionally,  but  not  always, 
obtained,  and  in  the  upper  scapular  region,  where  a 
high-pitched  but  imperfect  pixlmonary  note  existed. 
The  respiration  sounds,  vocal  fremitus,  and  vocal 
resonance  were  suppressed  in  the  lower  half  of  the 
left  lung.  In  the  upper  part  there  was  bronchial 
breathing,  with  friction  front  and  back,  and  the  vocal 
resonance  was  bronchophonic  in  the  mid-scapular 
region.  The  right  infra-clavicular  region  gave 
imperfect  resonance,  with  weak  breathing.  Over  the 
rest  of  this  side  respiration  was  exaggerated.  The 
heart’s  apex  beat  a little  to  the  right  of  the  ensiform 
cartilage  ; the  dulness  extended  to  the  right  border 
of  the  sternum. 

He  remained  in  the  same  state  until  March  16th, 
when  the  enlargement  of  the  left  side  was  found  to 
have  slightly  increased,  being  at  nipple  K.  17  inch, 
L.  17f  inch,  and  two  inches  below  nipple  E.  17  inch 
L.  17^  inch.  Paracentesis  was  performed,  and  eight 
ounces  of  clear,  dark  sherry-coloured  fluid  was  with- 
drawn. The  percussion  resonance  became  tubular 
to  5th  rib  in  mammary  region,  and  Gth  rib  in  axilla ; 
and  imperfect  resonance  existed  in  the  back  to  the 
angle  of  the  scapula.  Below  these  levels  there  was 
absolute  dulness.  Weak  blowing  breathing  was  heard 
over  the  resonant  area,  attended  by  friction,  but  the 
vocal  resonance  was  aiidible  to  the  extreme  base.  The 
heart  beat  at  the  ensiform  cartilage. 

The  fluid  gradually  re-accumulated,  displacing  the 
heart  to  the  right  of  the  sternum.  The  whole  left 
side  became  dull  up  to  the  clavicle.  The  right  side 
was  resonant  throughout  and  without  any  rales. 
The  cough  was  frequent,  hacking,  with  a moderate 
amount  of  fluid,  aerated,  mucoid,  scarcely  puriform, 
bronchitic  sputa.  There  was  much  sense  of  dyspnoea. 
The  tongue  was  red  and  irritable,  but  there  w'as  no 
diarrhoea.  Profuse  perspiration  occurred  from  time 
to  time.  He  lost  much  flesh  ; the  pallor  and  anfemia 
increased  ; and  he  passed  into  a state  of  threatening 
collapse.  The  sputa  had  become  nummulated  and 
puriform.  On  May  1st,  there  was  a trace  of  albumen 
in  the  urine  ; wdiich  had  a sp.  gr.  of  1032.  The 
dyspnoea  having  become  severe,  he  was  tapped  by  Mr. 
Berkeley  Hill  in  the  5th  and  Gth  interspaces,  left 
side  (giving  exit  to  74  oz.  of  fluid),  and  a drainage-tube 
was  inserted.  The  fluid  first  escaping  was  grumous, 
puriform,  and  intensely  foetid ; later  a clear  straw'- 
coloured  serum  escaped,  but  this  was  followed  (in 
course  of  the  same  day  ) by  a puriform  fluid. 

The  immediate  effect  of  tlie  tapping  w'as  great 
relief,  cessation  of  cough  and  expectoration,  and 
cessation  of  night  sweats.  The  s))uta  continued 
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puriform,  but  generally  of  bronchitic  type.  During 
the  subsequent  days  subcutaneous  emphysema  formed 
around  the  w’ound  and  extended  to  the  scrotum,  but 
gradually  disappeared.  The  expectoration  continued 
mainly  mucoid.  The  discharge  was  maintained  free, 
with  the  exception  of  an  arrest  on  one  occasion  during 
a few  days  : but  it  was  frequently  offensive  and  became 
excessively  so  at  the  last,  though  the  cavity  of  the 
chest  was  washed  out  with  carbolic  acid.  Bed-sores 
formed,  and  the  patient  sank  and  died  on  June  IB. 

The  Temperahire,  though  at  first  not  taken  very 
regularly,  showed  an  absence  of  pyrexia  on  admission 
and  up  to  the  17th  of  March,  the  date  of  his  first 
tapping.  (It  w-as  taken  daily  during  this  period,  but 
only  on  ten  days  in  both  morning  and  evening.)  The 
temperature  never  reached  100°  and  only  on  three 
occasions  exceeded  99°.  After  the  first  tapping  the 
patient  became  continuously  pyrexia! , and  continued 
so  until  May  3,  but  the  temperature  never  rose  above 
101 '4°.  After  the  second  tapping  and  establishment 
of  free  drainage,  it  fell  slightly  for  ten  days,  not 
exceeding  99'6°.  After  this  he  remained  slightly 
feverish  until  his  death.  On  one  occasion  only  did 
the  temperature  reach  103°,  and  on  two  other  days 
102‘G°  and  102-4",  but  on  the  majority  of  days  it  varied 
from  99°  to  101°.  V ery  few  subnormal  temperatures 
occurred.  The  Pulse  was  rapid  throughout,  always 
exceeding  100°  and  increasing  to  140°  towards  the 
close  of  life. 

Post-mortem. — Left  lobe  of  liver  projects  five 
inches  below  ensiform  cartilage,  and  three  inches 
below  cartilage  of  eighth  rib,  right  side  Eight  lobe 
projects  three  inches  beloAv  cartilage  of  tenth  rib. 
Left  pleura  covered  by  ichorous  lymph,  thickened, 
softened,  and  sloughing  in  parts.  No  tubercle  ol)- 
served. 

Lcfi  Lung  adherent  to  spine,  to  pericardium,  and 
to  the  chest-wall  in  clavicular  and  infra-clavicular 
regions.  It  is  totally  collapsed  and  carnified,  except 
at  the  apex,  where  there  is  still  some  crepitant  tissue, 
which  floats  in  water  even  after  pressure.  In  this 
lung  there  are  a few  recent  grey  granulations,  scanty 
at  the  apex,  but  somewhat  more  in  number  at  the 
base.  The  tissue  of  the  lung  is  much  pigmented, 
but  there  is  no  pneumonic  or  other  consolidation. 

Right  Lung. — Bronchi  intensely  congested  and 
covered  with  a thick,  opaque,  blood-stained  mucus. 
Throughout  the  whole  of  this  lung  there  are  grey 
granulations,  semi-transparent,  but  pigmented,  gela- 
tinous-looking but  firm,  although  not  very  firm. 
They  vary  in  size  from  a pin’s-head  to  a poppy-seed, 
and  they  occur  singly  or  in  racemose  groups.  They 
are  almost  equally  scattered  through  the  whole  lung  ; 
if  anything,  they  are  rather  more  numerous  at  the 
base  than  at  the  apex.  The  pleural  surface  is  thickly 
studded  with  them.  The  lung-tissue  is  intensely 
injected  in  parts,  and  it  is  infiltrated  by  a grey,  finely 
granular,  dull  purple  exudation,  but  nearly  all  parts 
of  the  lung  float  in  water. 

Larynx  and  Trachea  healthy. 

Pericardium  universally  adherent  to  heart  l)y 
recent  lymph,  which  is  thick,  flaky,  and  gelatinous, 
though  firm.  Heart  healthy. 

Glands. — The  lymphatic  glands  of  the  posterior 
mediastinum,  and  especially  those  at  the  root  of  the 
left  lung,  present  a medullary  section  and  have 
numerous  caseous  spots  scattered  through  their  sub- 
stance. Some,  however,  are  simply  enlarged  without 
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caseation,  while  others  arc  indurated  and  have 
undergone  inucli  caseous  change.  There  is  great 
thickening  of  the  cellular  tissue  in  the  anterior 
mediastinum,  where  the  glands  are  also  enlarged  and 
fused  together,  forming  masses  as  large  as  a bantam’s 
egg.  They  have  undergone  extensive  caseous  change, 
which  in  some  places  is  passing  into  cretification. 
The  bronchial  glands  of  the  right  lung  have  also 
undergone  similar  cretification. 

Liver  cirrhotic,  with  great  induration.  It  is  also 
studded  with  grey  granulations  (tubercular),  both 
throughout  its  substance  and  also  under  the  peritoneal 
covering. 

Stomach. — Solitary  glands  much  enlarged  and 
in  many  places  eroded. 

Intestines. — Enlargement  of  solitary  glands 
throughout.  In  many  places  these  have  a caseous 
centre  and  are  surrounded  by  a zone  of  injection. 
There  is  a good  deal  of  congestion  in  some  parts  of 
the  intestine. 

Omentum  and  Peritoneum  healthy.  Mesenteric 
(/lands  unchanged.  Eetro-peritoneal  glands  are  en- 
larged, forming  large  masses.  They  are  indurated, 
opaque,  and  cheesy,  like  the  mediastinal  glands. 

Spleen  healthy. 

Supra-renal  Capsules. — Eight  enlarged  to  nearly 
four  times  its  natural  size.  It  is  almost  entirely 
converted  into  caseous  matter,  scarcely  any  gland- 
substance  remaining.  Left  enlarged  to  about  twice 
its  natural  size.  It  is  cheesy  in  scattered  spots,  some 
of  which  attain  the  size  of  a filbert. 

Kidneys. — Eight,  healthy.  Left  presents  some 
grey  granulations  scattered  in  its  substance. 

Commentary. — This  case  affords  one  of  the  best 
instances  with  which  I am  acquainted  in  support  of 
the  opinion  that  acute  tuberculisation  is  the  result 
of  the  absorption  of  caseous  matter.  The  course  of 
the  case,  on  this  theory,  would  be  pleurisy,  casea- 
tion of  mediastinal  lymphatics,  and  secondary  acute 
tuberculisation  of  the  lung  on  the  unaffected  side. 
If,  however,  the  granulations  in  the  lung  are  a 
disease  of  a different  nature  from  the  affection  of  the 
lymphatics,  we  have  to  recognise  that  the  caseation 
of  the  mediastinal  lymphatic  glands  was  not  the  sole 
manifestation  of  this  form  of  disease  in  the  body, 
but  that  the  retro-peritoneal  glands  and  the  supra- 
renal capsules  were  similarly  affected.  We  have 
then  a multiple  caseous  disease,  affecting  three  parts 
and  two  different  sets  of  organs.  What  is  this 
disease  ? I believe  the  answer  must  be  that  it  also 
is  tubercular,  and  that  the  lung-affection  was  only 
a secondary  manifestation  of  the  same  nature.  It 
must  be  remembered  that  the  patient  had  an  heredi- 
tary tendency  to  ‘ scrofulous  ’ and  tubercular  affec- 
tions. 

I regret  that  the  notes  are  not  more  explicit 
on  the  condition  of  the  pleura  on  the  affected  side. 
Whiting  from  memory,  I believe  no  trace  of  tubercle 
could  be  found  in  it,  but  it  appears  to  me  highly 
probable  that  the  pleural  affection  was  also  tuber- 
cular, and  that  it  may  have  even  been  secondary  to 
that  of  the  mediastinal  glands.  In  respect  to  this, 
another  point  requires  notice,  viz.  that  cretification 
was  present  both  in  the  bronchial  glands  of  the  right 
lung,  and  also  in  the  glands  of  the  anteiior  medias- 
tinum. It  would  appear  probable  that  these  may 
have  suffered  from  caseous  change  at  a date  prior  to 
the  fatal  illness,  which  was  only  of  nine  months’ 


duration  (judging  from  the  cough  which  probably 
indicated  the  commencement  of  the  pleurisy),  or 
eleven  months  from  July  1868.  It  is  not,  as  far  as 
I am  aware,  clearly  known  how  long  a period  is 
requisite  for  the  cretification  of  glands,  but  if  their 
condition  dated  from  his  present  illness,  either  the 
gland  affection  and  the  pleurisy  must  have  been 
almost  simultaneous,  or,  what  seems  more  probable, 
the  former  must  have  preceded  the  latter. 

Another  point  of  great  interest  in  this  case  is 
that  in  a pleurisy  that  was  probably  ah  initio  tu- 
bercular, there  was  very  slight  and  sometimes 
no  pyrexia  until  paracentesis  had  been  performed. 
Although  the  notes  do  not  state  the  fact,  I have  no 
doubt  but  that  the  operation  w'as  performed  with 
Thompson’s  cannula,  opening  under  water,  and  that 
every  precaution  was  taken  to  exclude  air.  Septic 
infection,  however,  occurred  after  the  operation,  and 
from  this  time  fever  Avas  present.  Even  then  the 
fever  -was  not  high,  and  was  in  no  respect  character- 
istic of  acute  tuberculosis,  nor  did  it  present  any 
notable  peculiarities.  I think  it  most  improbable 
that  the  caseation  throughout  the  body  was  the  result 
of  this  septic  infection.  It  wnuld  be  almost  a new 
fact  in  the  history  of  septic  infection  for  such  a 
sequence  to  be  demonstrated. 

CASE  10. 

Tuberculosis.  Pleurisy. 

Plate  XXXIX.  fig.  7. 

Eef. — Phthisis,  p.  97. 

Summary. — M.  4.9.  After  cm  attack  of  gout,  a, 
month  before  death,  pain  came  on  in  the  left  side,  luith 
great  dyspnoea,  prostration,  and  tenacious  ptiriform 
expectoration.  There  were  signs  of  effusion  into  the 
left  pleural  cavity,  and  of  some  pleurisy  and  consoli- 
dation on  the  right  side. — Bight  lung  hypercemic  ; left 
compressed  hy  fluid.  Each  contains  numerous  granu- 
lations, g^'ouped  and  pigmented  ; some  fibroid  change 
in  the  right  lung,  tvith  a cheesy  mass  and  small 
cavity  at  the  apex.  Tubercular  granulations  in  the 
liver. 

George  Unwin,  letat.  49,  admitted  University 
College  Hospital  November  2 ; -died  November  8, 
1868. 

Personal  History. — (He  was  suffering  from  acute 
dyspnoea,  and  his  history  was  therefore  imperfectly 
taken.)  Has  repeatedly  suffered  from  gout.  W'as 
attacked  three  weeks  ago  by  gout  in  both  ankles. 
Shortly  afterwards  there  was  sudden  severe  pain  in 
left  side,  but  patient  was  only  laid  up  for  a few  days. 
He  returned  to,  and  continued  at  work  until  October 
30,  when  he  suffered  from  a great  aggravation  of 
the  pain  and  dyspnoea,  attended  by  great  weakness. 

State  on  Admission. — A fairly  nourished  man  of 
good  muscular  development.  He  had  orthopncea,  and 
was  cyanosed,  breathing  rapidly  (48).  Expectoration 
on  the  first  two  days  was  in  isolated  and  not  rusty 
pellets  ; it  became  confluent,  homogeneous,  puriform 
and  tenacious  on  the  third  day,  and  a few  rusty 
sputa  -were  seen  during  three  days,  increasing  in 
number  on  the  fifth  day  from  admission,  when  the 
puriform  character  became  less  apparent.  The  left 
side  was  bulged,  measuring  18^  inches  at  level  of 
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nipple,  the  right  being  It  was  absolutely  dull 

below  the  3rd  rib  in  front,  throughout  the  axilla, 
and  below  the  upper  third  of  the  scapula  posteriorly. 
Respiration,  vocal  fremitus,  and  vocal  resonance  were 
all  weakened  at  the  upper  conbnes  of  the  dulness,  sup- 
pressed below  ; segopbony  existed  at  the  level  of  the 
dulness  in  the  back.  The  right  apex  was  resonant : 
the  base  was  dull  belov'  the  5tli  rib  in  front,  6tb  rib, 
axilla,  and  below  the  apex  of  the  scapula  posteriorly. 
On  the  next  day  this  bad  increased  to  the  middle 
third  of  the  scapula.  In  the  right  back  there  was 
bronchial  breathing,  with  coarse  rales  over  the  upper 
part  of  the  dull  area,  diminished  breath-sound  in  the 
lower  part,  and  coarse  friction  over  the  right  front. 

The  heart  beat  at  the  ensiform  cartilage  : not  to 
right  of  sternum  : could  not  be  felt  on  left  side. 
Sounds  weak.  No  murmur.  The  urine  was  free 
from  albumen.  No  oedema  of  extremities.  His 
temperature  on  admission  was  101'4°,  pulse  20,  re- 
spiration 48.  On  the  fifth  day  after  admission  the 
temperature  fell  to  normal,  and  the  dulness  at  the 
right  base  diminished.  The  dyspnoea  also  improved, 
and  he  appeared  better  for  a few  hours.  The  dys- 
pnoea, however,  increased  suddenly  and  rapidly,  and 
he  died  on  November  8. 

Post-mortem. — Large  effusion  of  clear  serosity 
in  left  pleura.  Right  lung  adherent. 

Larynx. — Slight  superficial  ulceration  on  under 
surface  of  epiglottis ; rest  of  larynx  and  trachea 
healthy. 

Lungs. — Bronchus  of  right  filled  with  tenacious 
mucus.  Tissue  of  lung  loaded  with  serosity  ; base 
excessively  hyperiumic.  Liings  emphysematous. 
At  the  posterior  part  of  the  apex  are  nodules  of  in- 
duration of  fibro-cartilaginous  hardness.  Near  them 
is  a cheesy  mass  the  size  of  a walnut,  wliich,  wlien 
removed,  leads  into  an  irregular  cavity.  Below 
this  the  lung-tissue  is  tilled  with  sottish  white  granu- 
lations, forming,  for  the  most  part,  racemose  groups 
which  have  not  undergone  caseous  change.  In  other 
places,  small  caseous  granulations  are  connected  by 
bands  and  strings  of  fibrous  tissue  which  ramify 
between  them.  Tlie  granulations  are  all  very  much 
pigmented,  as  is  also  the  pulmonary  tissue  surround- 
ing them.  They  are  scattered  in  groups  in  all  parts, 
from  the  apex  to  the  base,  and  the  amount  of  lung 
occirpied  by  them  is  very  considerable.  Fibroid 
change  tends  to  occur  in  strings  and  bands,  passing 
not  only  between  groups  of  granulations,  but  between 
single  granulations  scattered  througli  the  pulmonary 
tissue.  Some  of  the  larger  granulations,  the  size  of 
a hemp-seed,  where  isolated,  have  a caseous  and 
cup-shaped  depression  in  their  centre,  and  when  cut 
into  are  found  to  communicate  directly  with  the 
bronchi,  as  in  the  case  of  Oocrall  (Case  27).  Tlie 
appearances  in  this  lung  so  exactly  correspond  with 
tliose  of  Overall  {see  X.  8,  0,  10,  ami  description)  that 
I have  omitted  a drawing  made  to  illustrate  them. 

Left  limj  adherent  at  apex  : collapsed  tlirough- 
out,  except  at  apex,  which  is  still  crepitant.  It  is 
studded  throughout  witli  granulations  precisely 
similar  to  those  found  in  the  opposite  lung.  The 
bronchial  glands  are  large,  indurated,  and  pigmented. 
They  are  filled  with  small  granulations  thickly 
scattered  through  the  tissue.  The  granulations  are 
firm  and  have  a whitish  look. 

Heart  large,  weighs  13  oz.  Large  adherent  clots, 
formed  shortly  before  death,  are  found  in  both  right 


auricle  aird  ventricle.  Some  thickening  of  mitral 
valve.  Wall  of  left  ventricle  is  § of  an  inch  thick. 
Muscular  tissue  softer  than  natiiral. 

Liver  weighs  G7  oz.,  capsule  separates  easily. 
Tissue  mottled  with  granulations,  which  are  irregu- 
larly dispersed  throughout  its  substance.  They  vary 
in  size  from  a hemp-seed  to  the  minutest  specks. 
The  smallest  are  semi-transparent  ; the  largest  are 
opaque,  not  cheesy.  In  some  places  they  coalesce 
into  tracts  of  some  size.  They  are  evidently  situated 
between  the  acini,  but  press  very  irregularly  upon  these . 

Kidneys. — Indurated  : present  a few  small  granu- 
lations, grey  and  semi-transparent.  Spleen  soft ; no 
enlargement  of  Malpighian  bodies. 

Stomach. — Mucous  membrane  more  opaque  than 
natural  ; contains  a few  follicular  ulcerations. 

Intesti)ics. — Much  congested.  Solitary  glands 
enlarged  throughout  both  small  and  large  intestine  , 
no  ulceration. 

Microscopic  Characters. — The  appearances 
found  in  these  lungs  are  the  following  : — 

A.  Areas  of  caseous  pneumonia. 

B.  Areas  of  suppurative  pneumonia  mingled  with 
the  former. 

C.  Diffuse  infiltrations  of  small-celled  growth. 

D.  Nodules  of  small-celled  reticular  growth. 

E.  Nodules  of  intermingled  small-celled  and 
epithelial  growth,  passing  in  some  cases  into  induia- 
tion,  in  otliers  inio  caseation. 

F.  Some  peribronchial  and  perivascular  thicken- 
ing. 

§ A.  The  areas  of  caseous  pneumonia  are  net 
numerous  or  extensive.  They  are  diffuse  in  some 
places,  in  others  circumscribed  by  thickened  inter- 
lobular septa.  They  originate  in  processes  of  thicken- 
ing of  the  alveolar  walls  by  a small-celled  growth, 
in  the  manner  described  in  Griffin  {Case  19),  and 
Lloyd  (Case  23). 

§ B.  Portions  are  found  in  the  areas  of  caseous 
pneumonia  where  all  structure  has  disappeared 
except  the  framework  of  elastic  tissue,  and  where 
the  final  result  is  an  appearance  similar  to  XXXV. 

5 {Smith),  but  where  all  appearance  of  suppuration 
is  absent.  It  may,  therefore,  be  questioned  whether, 
in  some  instances,  destructive  changes  of  this  nature 
may  not  occur  without  suppuration,  and  be  caused 
solely  by  the  disintegration  of  the  cellular  elements. 

§'  C.  Diffuse  infiltrations  of  small-celled  growth 
occur,  either  like  XXXVTII.  8 (Hall),  XL.  2 (Heath), 
or  more  commonly  in  the  form  of  alveolar  thicken- 
ings like  XXXVil.  2,  6,  and  7,  and  XXXVI.  2 
{Griffin).  The  latter  are  found  adjacent  to,  and 
meruino'  into,  masses  of  caseation,  which  theretore 
probably  proceed  from  them. 

§ I).  Nodules  of  small-celled  growth,  without 
admixture  of  other  elements,  are  occasionally  found. 
Ill  many  cases  they  commence  purely  in  the  alveolar 
texture. 

§ E.  Nodules  of  intermingled  small-celled  and 
epitiielial  growth,  in  various  stages  of  transforma- 
tion, are  the  most  common  objects  in  these  lungs. 
They  occur  either  singly  or  in  groups,  and  may,  in 
the  latter  form,  occupy  large  areas.  Their  most 
common  tyjie  is  seen  in  XXXIX.  7.  Single  nodules, 
like  a in  this  figure  vary,  from  to  or  even  J of 
an  inch.  The  most  common  size  is  about  inch.  In 
their  earlier  stages  they  commence  with  a variable 
amount  of  epithelial  growth,  like  XXXVII.  5 (Griffin). 
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Many,  however, resemble  XXXIV.  1 [Acute  Tubercle), 
and  XL.  1 and  3 [Heath] ; others  are  found  witli 
giant-cells,  epithelial  cells,  and  small-celled  growth 
intermingled,  and  caseating  in  their  centres  as  in. 
XXXIX.  7,  and  like  XXXII.  7 [Smith).  In  others, 
giant-cells  are  absent  in  the  centre  and  are  only  seen 
at  the  periphery. 

The  margin  of  all  these  nodules  is  composed  of 
concentrically  arranged  rows  of  fusiform  cells  and 
fibres,  with  small  round  cells  and  nuclei  intermingled. 
Beyond  this  again  is  usually  a dense  small-celled 
growth.  Scattered  giant -cells  surround  many  of 
these  nodules  and  also  the  masses  of  caseous  pneu- 
monia. Caseation  usually  begins  in  the  centres  of 
the  nodules,  and  advances  until  the  zone  last  de- 
scribed is  reached.  In  the  latter,  especially  when 
caseation  has  occurred,  there  is  often  much  pigmen- 
tation. In  others  there  is  induration,  and  the 
formation  of  a sclerotic  tissue  resembling  XLI.  3 
and  5 [Carr  and  Roberts),  commencing  in  the 
centre,  may  be  variously  intermingled  with  spots  of 
caseation  in  different  parts  of  the  same  nodule. 

§ F.  Peribronchial  small-celled  growth,  diffused 
longitudinally  in  the  sheaths  of  the  bronchi,  is  occa- 
sionally met  with,  hut  is  not  common.  No  ulcera- 
tion of  the  bronchi  is  found.  Perivascular  small- 
celled  growth  also  occurs,  but  usually  the  walls  of 
the  vessels  are  thickened  with  an  almost  homogeneous 
fibroid  thickening. 

The  Bronchial  Glands  present  dense  masses  of 
cells,  which  in  some  places  are  seen  to  be  undergo- 
ing a fibroid  change  similar  to  those  of  the  lungs. 
In  fact,  such  tracts  present  features  almost  identical 
in  appearance  with  those  seen  in  the  lungs. 

The  Liver  pi’esents  masses  of  small-celled  growth, 
which  is  present  also  as  a diffuse  infiltration.  The 
former  tends  to  pass  into  cheesy  change,  and  in  some 
places  there  is  much  pigment.  The  larger  part  of 
the  liver  is,  however,  cirrhotic. 

CASE  11. 

Tubeeculosis  ; Tubeeculae  Peritonitis. 

Plate  XXXI.  fig.  8. 

Kef. — Phthisis,  p.  96. 

Summary. — M.  If5.  Symjotoms , for  a year  or  tivo, 
of  slight  emphysema  and  bronchitis,  with  enlargement 
of  the  liver.  Increasing  dyspnoea,  which  finally 
became  intense,  and  ended  in  death  after  36  hours. — 
General  tuberculosis  ; intense  tubercular  gwritonitis  ; 
fatty  liver.  Granulations  in  lungs,  some  old,  ivith 
induration.  Dilatation  of  bronchi.  Old  and  recent 
pleurisy. 

George  Beale,  letat.  45,  admitted  University 
College  Hospital  July  14,  1871. 

Personal  History. — A groom  in  gentleman’s 
service  ; has  followed  this  occupation  all  his  life. 
Begular  in  his  habits  ; drinks  rather  largely  of  beer, 
but  comparatively  little  of  spirits.  Always  well-fed 
and  well-clothed.  House  said  to  be  damp,  but  situa- 
tion open. 

Family  History. — Father  and  mother  both  living 
and  healthy.  No  known  history  of  phthisis.  Has 
had  three  cliildren,  all  living  and*  healthy.  Previous 
health  good,  no  illnesses  ; has  not  had  syphilis. 


Present  Illness. — Consulted  Dr.  Fox  in  July  1870  ; 
complained  of  pain  in  right  side  of  chest.  Liver  (?) 
dulness  was  found  to  extend  from  4th  rib  to  three 
fingers’  breadth  below  edges  of  false  ribs  in  mammary 
line,  and  to  9th  rib  in  back ; an  edge  could  be  felt 
hard  and  somewhat  nodulated.  Some  dyspnoea  and 
sibilant  rales  in  chest.  Strength  and  appetite  had 
failed.  Bowels  costive.  No  albuminuria.  Heart 
healthy.  Diagnosis  then  made  was  emphysema  and 
slight  bronchitis  with  enlarged  liver,  probably 
cirrhosis  (see,  however,  the  post-mortem).  He  con- 
sulted Dr.  Fox  two  or  three  times  at  intervals,  before 
admission  to  hospital,  where  he  finally  applied  in 
consequence  of  rapid  increase  of  the  dyspnoea  and 
weakness. 

State  on  Admission. — Some  cyanosis.  Moderate 
emaciation.  Complained  of  pain  in  right  side. 
Dyspnoea  on  exertion.  Pulse  102  ; resp.  28  ; temp. 
100°.  Dry  cough  without  expectoration. 

Chest,  good  resonance,  both  sides.  Sonorous  and 
sibilant  rales,  mingled  with  a few  coarse  moist  rales, 
over  whole  chest.  Heart  unduly  covered  by  lung  ; no 
murmur.  Below  margin  of  thorax  on  right  side,  what 
seemed  to  be  the  liver  (see  below)  was  felt  for  three 
inches  in  mammary  line ; edge  hard  and  resistant, 
somewhat  nodulated.  Appetite  defective ; much 
thirst  ; bowels  regular. 

On  the  night  of  his  admission  he  had  an  attack 
of  paroxsymal  dyspnoea,  relieved  by  inhalation  of 
chloroform.  This  recurred  on  the  following  night, 
and  was  unrelieved  by  remedies.  The  patient  con- 
tinued to  suffer  uninterruptedly  and  intensely  from 
dyspnoea  during  the  ensuing  twenty-four  hours  ; he 
became  increasingly  cyanosed,  and  died  on  the  next 
evening. 

Post-mortem.— General  old  adhesions  of  both 
lungs  to  chest-wall  in  upper  and  anterior  portions.  In 
the  middle  third  of  the  lungs,  recent  adhesions  ; those 
on  the  right  side  contained  numerous  grey  granula- 
tions, but  none  were  found  on  the  left  side.  About  a 
pint  of  yellow,  turbid  fluid  was  found  in  each  pleural 
cavity,  and  there  was  much  recent  flocculent  lymph 
in  the  left. 

liight  lung  : apex  contained  a few  small  cavities  ; 
which  collectively  might  contain  a walnut.  Around 
these  was  deeply  pigmented  indurated  tissue,  mingled 
wdth  emphysema,  in  which  were  some  indurated  no- 
dules. 

The  whole  upper  lobe  was  deeply  pigmented,  and 
contained  indurated  granulations,  some  tracts  of 
fibroid  induration,  and  some  recent  pneumonic  con- 
solidation in  patches.  The  lung  was  densely  infil- 
trated with  glistening,  firm,  grey  granulations  in 
deeply  pigmented  tissue.  In  some  places  these 
granulations  were  collected  into  racemose  groups 
with  much  pigmentation,  and  were  passing  into 
fibroid  change.  In  others  they  were  single  and 
scattered  through  the  pigmented  tissue.  In  a few 
places  they  were  undergoing  caseous  change,  but 
this  was  not  common.  The  granulations  were 
all  small ; the  greater  number  did  not  exceed  a 
poppy-seed  in  size,  and  many  were  not  larger  than 
pins’  points,  but  prominent  above  the  surrounding 
tissue. 

Left  lung  : marked  emphysema.  No  cavities. 
It  was  crowded  with  granulations,  similar  to  those 
seen  in  the  other  lung.  The  tissue  was  much  pig- 
mented and  congested  in  places.  In  a few  spots  the 
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granulations  formed  groups,  with  caseous  matter  in 
their  centres,  but  this  appearance  was  rare. 

The  bronchi  in  both  lungs  showed  in  places  mode- 
rate fusiform  dilatations  ; mucous  membrane  hyper- 
®mic  ; no  other  change. 

Bronchial  Glaiids  indurated,  and  deeply  pig- 
mented ; otherwise  unchanged. 

Larynx  and  Trachea : mucous  follicles  enlarged. 
No  grey  granulations. 

Heart  large  ; white  patch  covering  the  greater 
part  of  the  anterior  surface  of  the  ventricles  ; no 
recent  pericarditis.  Coagula  in  pulmonary  artery  and 
in  pulmonary  and  systemic  veins,  which  were  ap- 
parently formed  i)Ost  viortem  and  did  not  fill  vessels. 
Valves  healthy. 

Abdomen. — Liver  visible  for  about  an  inch  below 
false  ribs  ; a large  thickened  mass  of  plastic  matter, 
of  about  two  inches’  vertical  depth,  adhered  to  its  free 
border.  It  was  nearly  an  inch  in  thickness,  wedge- 
shaped,  and  covered  with  granulations.  On  section, 
it  presented  only  a uniform  mass  of  thickened 
lymph,  with  very  little  vascularity.  To  it  were 
adherent  coils  of  intestine,  matted  together  into  a 
thickened  mass,  studded  with  fine  granulations.  The 
intestines  were  everywhere  adherent  to  the  abdomi- 
nal wall,  and  massed  together  by  dense  adhesions, 
studded  with  fine  semi-transparent  granulations. 
The  coats  of  the  intestines  w’ere  thickened.  The 
omentum  was  thickened,  adherent  to  the  intestines, 
and  filled  with  grey  granulations.  No  fluid  in  the 
abdominal  cavity.  The  mesenteric  glands  were 
swollen,  and  showed  numerous  grey  granulations  on 
section,  but  no  cheesy  masses. 

Intestines. — The  mucous  membrane  contained 
numerous  ecchymoses.  A few  scattered  ulcerations 
of  the  solitary  glands  are  seen  in  the  small  intestine  ; 
none  elsewhere. 

Liver  fatty.  No  tubercles  seen  under  capsule, 
but  a few  are  found  in  its  substance. 

Spleen  not  materially  enlarged  ; weight  4^  ounces. 
Tissue  soft.  No  tubercles  seen  in  it. 

Kidneys  contain  some  scattered  granulations  ; 
tissue  otherwise  healthy.  Pelves  and  calyces  healthy, 

The  Microscopic  Appearances  of  this  lung 
present  the  following  characteristics  : — 

§ A.  Nodules  of  various  characters,  viz. 

(1)  Nodules  of  small-celled  growth,  consisting  of 
groups  of  alveoli,  each  containing  a giant-cell,  and  re- 
sembling XXXI.  1 (Shimmich).  The  nodules  are  in- 
tensely tibrillated,  with  broad-bandedfibres,  containing 
the  remains  of  nuclear  growth,  in  which  no  giant-cells 
are  visible.  They  resemble  XLIII.  2 and  XLI.  7 
{Coptpin).  In  some  of  these,  however,  partial  casea- 
tion has  occurred,  and  giant-cells  are  also  present. 
Such  nodules  are  almost  identical  in  appearance  with 
XXXI.  3 (Shimmick). 

(2)  Nodules  where  the  fibrillation  is  passing  into 
sclerosed  tissue,  like  XLI.  2 {Carr),  and  tracts  where 
groups  of  these  nodules  are  passing  into  masses 
of  broad-banded  fibres  among  which  are  remains  of 
nuclei  and  of  epithelial  cells,  like  XLI.  1 (Carr), 
XLII.  1 (Attivood). 

§ B.  Tracts, like XXVIII. 2 and 7 {Acute  Tubercle), 
of  small-celled  growth,  surrounding  alveoli  which  still 
retain  their  form,  and  the  centres  of  which  contain 
a variable  proportion  of  epithelial  cells.  Some  of 
these  also  form  distinct  nodules  ; these  are  very 


numerous,  and  some  are  identical  with  XXXVII,  5 
[Griffin). 

§ C.  Large  areas  are  also  occupied  by  diffuse 
small-celled  growth,  mingled  with  epithelial  cells,  like 
XXXVIII.  8 [Hall],  and  XL.  2 [Heath). 

§ D.  Nodules  and  also  diffused  areas  of  mingled 
small-celled  and  epithelial  growth,  like  XXXVII. 
2 and  3 [Griffin). 

§ E.  Caseation  occurs  both  in  nodular  and  diffuse 
forms.  The  nodular  forms  are  sometimes  of  the 
granular  fibrillated  character  seen  in  XXXVIII  3 
[Henshaw),  and  XLIII.  5 [Heath).  In  others  a 
combination  of  caseation  with  fibrillar  change  may 
be  seen  co-existing,  the  caseation  invading  the  fibril- 
lation, as  in  XXXI.  3 [Shimmich).  Other  nodular 
forms  resemble  XXXV.  4 [Smith),  where  the  small- 
celled  growth  is  seen  passing  into  caseation,  and  is 
surrounded  by  fibro-nucleated  tissue,  among  which 
are  the  remains  of  alveoli  occupied  by  a small-celled 
growth.  Again,  in  other  places,  the  small-celled 
growth  is  disappearing,  and  the  caseation  is  occur- 
ring in  nodules  in  a fibrillar  structure,  like  XXXIX. 
5 [Overall),  and  XL.  3 [Heath).  In  other  places 
nodules  of  complete  caseation  are  found,  almost 
identical  with  XXXVI.  1 and  2 [Griffin)  and  having 
apparently  a similar  origin  in  the  destruction  of  a 
mingled  epithelial  and  small-celled  growth,  the 
former  being  replaced  by  the  latter  antecedently  to 
this  change. 

§ F.  Caseation  in  the  more  diffuse  forms  is  found 
like  XXVIII.  6 and  8 [Acute  Tubercle),  but  more 
commonly  like  the  latter  (fig.  8)  of  the  fibrillar  type, 
thus  reproducing  in  the  diffuse  form  what  has  been 
already  described  in  the  nodular  (§  E).  Other  areas 
of  caseation  resemble  XXXVI.  3,  and  XXXVII.  4 
[Griffin),  where  the  caseation  takes  place  in  nodules 
of  small-celled  growth  in  the  midst  of  pneumonic 
areas. 

§ G.  Pneumonic  areas  of  limited  extent  are 
seen,  like  XXXVIII.  2 and  4,  [Henshaio),  but  they 
are  for  the  most  part  invaded  by  a small-celled 
growth,  as  already  described  (§  B). 

§ H.  Perivascular  and  peribronchial  thickening 
with  small-celled  growth  is  common. 

CASE  12. 

Acute  Tubercular  Pneumonia. 

Plates  VII.  fig.  1 ; XXXIX.  fig.  4. 

Kef. — Phthisis,  p.  96. 

Summary. — F.  S3.  A chill  four  weeks  after  con- 
finement. Three  weeks  later  teas  pyrexial,  prostrate, 
swecding,  ivith  signs  of  consolidation  and  excavation 
at  both  apices.  Mucous  and  crepitant  rales  through- 
out lungs;  considerahle  persistent  pyrexia.  Increasing 
exhaustion,  and  death  four  lueeks  later,  seven  weeks 
after  the  chill. — lieddish-grey  pneumonic  infiltration 
scattered  through  both  lungs,  with  numerous  cavities, 
firm  or  softening  nodules  of  caseation,  and  ill-defined 
grey  granulations. 

Catherine  Price,  letat.  33,  admitted  under  Dr. 
Reynolds,  -lanuary  18,  18G8  ; died  July  13,  18G8. 

Family  History. — Father  died  from  inflammation 
of  the  chest  : mother  living,  healthy. 
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Personal  History. — Manied  ; lias  had  three 
children,  two  stillborn.  Her  last  confinement  was 
seven  weeks  agio. 

Present  Illness.  — Three  weeks  ago,  got  wet 
through  ; a severe  cold  ensued,  with  sense  of  weak- 
ness and  pains  in  the  limbs. 

On  admission,  complained  of  thirst  and  of  frontal 
headache.  She  w'as  pyrexial,  and  suffered  much  from 
perspirations,  the  skin  being  at  times  covered  with 
sadamina.  Physical  signs  showed  consolidation  at 
both  apices,  front  and  back,  most  marked  in  the  right. 
There  were  signs  of  excavation  at  the  right  apex, 
and  also  in  the  right  midscapular  region.  General 
disseminated  moist  rales  throughout  both  lungs, 
passing  into  fine  crepitation  at  different  spots  in  the 
back. 

She  had  no  diarrhoea.  The  urine  was  free  from 
albumen.  She  suffered  much  from  dyspnoea,  was 
persistently  feverish,  and  died  of  acute  exhaustion 
a month  after  admission. 

Her  tempemiure  was  high  throughout,  and  dur- 
ing the  first  days  after  her  admission  the  prostration 
excited  suspicions  of  typhoid.  The  pyrexia  ap- 
proached a uniform  type,  the  mean  temperature 
being — morning  102T°,  evening  102'4°.  The  highest 
morning  temperature  was  102-2°,  the  lowest  09-6°. 
It  ranged  commonly  between  101-5°  and  103°.  The 
highest  evening  temperature  was  103-6°,  the  lowest 
was  99-4°,  the  usual  range  was  between  102°  and  103°. 
The  mean  of  the  remissions  from  evening  to  morning 
was  1-3°  ; the  maximum  being  4,  and  the  least  0-4°. 
The  most  common  were  between  1 and  2°.  The 
mean  exacerbation  from  morning  to  evening  was 
1-8°,  the  greatest  being  3-8°,  and  the  least  0-6°  ; the 
most  common  were  between  0-5°  and  2°.  Exacerba- 
tions from  morning  to  evening,  and  remissions  from 
morning  to  evening  (inverse  type),  were  not  common. 
Exacerbations  from  evening  to  morning  occurred  on 
nine  occasions;  their  mean  was  1-2°;  the  greatest 
being  1-8°,  and  the  least  0-1°.  Eemissions  from  morn- 
ing to  evening  occurred  on  two  occasions  ; their 
mean  was  1-2°,  the  greatest  being  3-4°,  and  the  least 
0-4°.  The  pulse,  except  on  two  occasions,  invariably 
exceeded  120,  and  repeatedly  reached  130  and  140. 
The  respirations,  except  on  one  occasion  (28),  ranged 
above  30,  and  occasionally  reached  50  and  even  60. 

Post-mortem. — Lungs  : thick  yellow  fluid  in 
moderate  amount  in  both  pleurae  ; right,  5 oz.  ; left, 
3 oz.  Eight  lung  firmly  adherent  at  apex,  no 
adhesions  of  left  lung.  Both  lungs  present  much 
emphysema,  particularly  at  the  apices.  Portions  of 
them  are  infiltrated  with  a reddish-grey  pneumonic 
exudation.  The  remaining  tissue  is,  for  the  most 
part,  hyperaemic  and  very  oedematous.  Both  lungs 
contain  numerous  cavities,  scattered  through  tlie 
tissue  and  also  through  the  pneumonic  infiltration. 
They  also  contain  caseous  nodules,  from  the  size 
of  a hemp-seed  to  that  of  a split  pea,  firm  in  some 
parts,  in  others  softening  into  cavities  (VII.  1,  a). 
Many  of  these  are  irregular  in  their  outline,  and 
pigmented  in  their  centre  : they  are  not  racemose. 
There  are  also  numerous  grey  and  more  transparent 
nodules,  but  these  are  not  so  firm  or  so  rounded 
and  defined  in  outline  as  the  ordinary  grey  granula- 
tions. They  are  variable  in  size  : some  are  as  small 
as  a pin’s  point.  They  are  all  somewhat  soft,  and 
have  a granular  surface  on  section  (VII.  1,  e). 
The  tissue  surrounding  both  forms  of  granulation 


is  intensely  congested.  The  larger  caseous  granu- 
lations soften  into  small  excavations,  and  larger 
cavities  are  numerous,  tending  to  the  globular 
shape,  and  communicating-  with  dilated  bronchi,  into 
which  the  granulations  have  softened  and  excavated, 
the  mucous  membrane  being  abruptly  cut  off.  Some 
of  these  cavities  contain  caseous  matter  in  their 
floor  (VII.  1,  b). 

Liver. — Hypertemic  in  patches,  in  other  parts 
pale  ; feels  greasy. 

Spleen  medium-sized,  soft,  and  pulpy.  Other 
organs  healthy. 

Microscopic  Examination. — The  larger  propor- 
tion of  the  destructive  processes  and  of  the  nodules 
and  granulations  in  this  lung  are  of  the  pneumonic 
type.  They  may  be  thus  classified  : — 

A.  Tracts  of  nodules  of  caseating  pneumonia. 

B.  Tracts  of  diffuse  small-celled  growth. 

C.  Tracts  of  great  interstitial  thickening  of  the 
walls  of  the  alveoli  with  small-celled  growth. 

1).  Agglomerated  masses  of  small-celled  growth 
of  the  tvpe  of  miliary  tubercles. 

E.  Tracts  of  peribronchial  groAvth,  but  without 
ulceration. 

F.  Perivascular  small-celled  growth. 

§ A.  The  areas  of  caseating  pneumonia  resemble 
those  seen  in  XXVIII.  6 and  8 {Acute  Tubercle), 
XXXVI.  4 {Griffin),  XXXVIII.  3 (Ilenshaw),  and 
XLHI.  5 (Heath).  They  originate  for  the  most  part 
in  areas  like  XXXVIII.  2 (Henshaiv),  to  which  is 
added  an  intr a- alveolar  small-celled  growth,  which 
passes  rapidly  into  caseation  by  processes  akin  to  that 
seen  in  XXXVII.  6 {Griffin).  Some  of  these  areas, 
in  breaking  down,  pass  at  their  margins  into  sup- 
puration. They  progress  until  they  are  bounded  by 
the  larger  interlobular  septa,  which  are  thickened, 
and  often  they  form  large,  rounded  masses.  In  other 
parts  the  nodular  masses  of  caseating  pneumonia 
are  formed  by  the  confluence  of  nodules,  as  seen 
in  XXXIX.  4.  These  represent  alveoli,  or  ultimate 
pulmonary  lobules,  akin  to  those  seen  in  XXVIII.  7. 
The  centre  of  these  is  occupied  by  a mingled  epithe- 
lial and  small-celled  growth,  passing  into  caseation, 
which  is  again  surrounded  by  a dense,  small-celled 
growth  in  the  walls  of  the  alveoli  and  ultimate 
bronchioles.  The  whole  finally  passes  into  casea- 
tion. Areas  resembling  XXXVIII.  3 are  produced 
in  some  places  by  the  destructive  disintegration  of 
these  masses.  Borne  nodules  very  closely  resemble 
XXX VHI.  7 (Hall),  and  various  gradations  can  be 
traced  between  them  and  XL.  1 and  3 (Heath). 
When  these  nodules  are  found  in  a state  of  caseation 
they  are  occasionally  surrounded  by  giant- cells  of 
the  tyjie  of  those  seen  in  XXXII.  10,  and  XXXIII.  10. 

In  other  parts,  these  destructive  processes  are 
seen  to  commence  by  a mingled  epithelial  and  small- 
celled  growth  like  XL.  6 (Heath),  but  proceeding 
diffusely.  These  are  variously  intermingled  with,  and 
pass  into,  tracts  like  XXXIX.  2 {J.  Thomas),  and 
all  possible  variations  are  discoverable  in  the  relative 
proportions  of  mingled  epithelial  and  small-celled 
growth.  When  the  destruction  of  the  cell-growth  is 
nearly  complete,  the  changes  bear  in  parts  a resem- 
blance to  XXXVII.  3 {Griffin). 

§ B.  Tracts  of  diffuse  small-celled  infiltration, 
with  or  without  the  intermingling  of  alveoli,  occupied 
by  epithelial-like  cells,  and  resembling  XXXVIII.  8 
(Hall)  and  XL.  2 (Heath),  are  common.  Some  of 
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these  cells  appear  to  pass  into  large  caseating  areas, 
Giant-cells  are  found  in  and  around  them. 

§ C.  The 'tracts  of  interstitial  thickening  of  the 
alveolar  wall  resemble  those  seen  in  XXXVIII.  1. 
(Henshaiv),  and  XXVIII.  10  (Acute  Tubercle). 
These,  in  some  places,  contain  much  pigment,  both 
in  the  granular  and  in  the  crystalline  forms. 

§ D.  The  agglomerated  masses  of  small-celled 
growth  have  also  the  characters  of  that  seen  in 
miliary  tubercles,  but  they  are  not  very  nunrerous. 

§ E.  The  tracts  of  peribronchial  growth  rarely 
lead  to  ulceration.  In  some  places  bronchi  may  be 
found  tilled  with  inspissated  secretion,  but  without 
ulceration. 

The  nodules  in  this  lung  are  evidently  not  of 
bronchial  but  of  pneumonic  origin. 

CASE  13. 

Diabetic  Phthisis. 

SuMMAiiY. — J\I.  19.  Inherited  tendency  to  diabetes. 
Thirst  and  2^olyu7'ia  for  two  years.  Much  sugar 
in  urine.  Three  months  before  death  merely  general 
defect  of  resonance  on  right  side,  and  moist  rales  at 
left  base.  Then  followed  signs  of  sloudy  increasing 
consolidation  in  loiuer  part  of  right  lung,  and  at  the 
middle  of  the  left ; cough  and  sputa  slight.  Trifling 
evening  pyrexia;  steady  emacialion. — Apiices  nor- 
mal ; opaque  white  granula  tions,  tending  to  aggregate, 
throughout  lower  two-thirds  of  right  lung,  in  a grey 
pmeumonic  infiltration  at  the  base,  where  also  cavi- 
ties existed. 

Alfeed  Broom,  letat.  19  ; admitted  University 
Gollege  Hospital  October  10,  1870  ; died  January 
9,  1871. 

Family  History. — Mother  and  one  maternal  aunt 
died  of  diabetes.  One  sister  suffers  from  nervous 
debility,  no  hereditary  tendency  to  chest  affection 
or  other  diseases  known. 

Occupation  and  Personal  History.  — A green- 
grocer. Has  had  no  illnesses  prior  to  present. 

Present  Illness  commenced  two  years  ago.  First 
noticed  excessive  thirst,  attended  by  weakness,  and 
frequency  of  micturition.  Was  temporarily  benefited 
])y  treatment  in  St.  Mary’s  Hospital,  but  has  re- 
lapsed. No  cough  or  hiemoptysis  before  admission. 

State  on  Admission. — Skin  dry  and  harsh,  but 
he  perspires  at  night.  A spot  of  pityriasis  on  left 
elbow.  Marked  anaiinia.  Much  thirst.  Appetite 
maintained.  Bowels  open  twice  daily  ; motions  hard. 
Tongue  raw  and  glazed.  Breath  offensive,  but  with 
a sweet  odour.  Mouth  and  fauces  dry.  No  nausea 
or  vomiting.  No  complaint  of  indigestion. 

Physical  Signs. — On  admission,  the  house- 
physician  noted  some  general  defect  of  resonance  on 
the  left  side ; none  distinct  on  the  right.  Moist 
rales  were  heard  in  the  lower  part  of  right  back  on 
the  left  side.  Eespiration  weak.  Heart  natural. 

During  the  month  of  November,  dulness  ap]ieared 
at  both  bases,  chiefly  at  the  right,  where  the  respira- 
tion became  tubular,  attended  rvitli  subcrepitant 
rales  a,nd  whispering  pectoriloquy,  the  apex  being 
hyperresonant.  There  were  also  advancing  signs 
of  consolidation  in  the  middle  regions  of  the  left 
axilla  and  back,  attended  l)y  moist  rales,  coarse  and 
fine.  Tliese  signs  continued  to  extend  in  area  until 
tlie  patient’s  death.  He  had  throughout  but  little 


cough  ; tlie  sputa  were  moderate  in  amount,  and 
sometimes  absent. 

His  urine  varied  from  23G  ounces  to  150  ounces 
during  the  first  three  weeks  of  his  stay  in  hospital  ; 
the  amount  subsequently  varied  from  140  to  80 
ounces.  The  quantity  of  sugar  passed  varied  from 
0244  grains  to  2880  grains  in  the  twenty-four  hours. 
A trace  of  albumen  appeared  towards  the  close  of  life. 
He  lost  201bs.  in  weight  from  November  2 to  January 
9 (from  106^  lbs.  to  864  lbs.).  His  temperature  records 
are  somewhat  imperfect,  but  occasional  observations 
throughout  his  stay  in  hospital  showed  that  he  was 
commonly  febrile  in  the  evening,  the  temperature 
varying  from  100°  to  102°.  In  the  morning  the  tem- 
perature was  often  subnormal,  viz.  97°.  The  pulse, 
on  admission  78,  rose  to  100  and  120.  The  respi- 
ration, at  first  14,  varied  later  from  20  to  28. 

Post-mortem. — Pl  ight  Lung  : Upper  lobe  em- 
physematous and  entirely  free  from  morbid  change. 
Middle  lobe  studded  with  opaque,  white,  soft  granula- 
tions, some  of  which  are  becoming  caseous  in  their 
centres.  They  are  confluent  in  some  places,  forming 
racemose  masses  of  irregular  outline,  in  which  tiie 
separate  granulations  are  still  distinct.  The  granu- 
lations project  from  the  surface  of  the  section.  The 
lower  lobe  presents  more  advanced  changes,  increasing 
in  intensity  from  above  downwards.  The  upper  part 
is  intensely  hyperosmic,  and  in  this  hypenemic  tissue 
are  patches  of  grey  infiltration,  not  prominent.  Tlie 
surface  is  uniform,  slightly  granular,  greyish-white 
on  section,  not  very  friable.  Whitish  caseating 
granulations,  like  those  in  the  middle  lobe,  are  also 
seen  here.  Lower  down,  the  grey  infiltration  is 
nearly  uniform,  but  through  it  are  scattered  cheesy 
masses,  and  groups  of  caseous  granulations  are  also 
found.  Along  the  base  and  free  borders,  irregular 
caseous  masses  are  likewise  seen.  Cavities  exist, 
especially  in  the  middle  part  of  this  lobe,  lined  by 
necrotising  caseous  material,  not  truly  gangrenous. 

Left  Lung. — In  the  lower  part  of  the  middle  lobe, 
tracts  are  found  of  pneumonic  infiltration,  similar  to 
those  of  the  opposite  lung.  Isolated  opaque  granula  ■ 
tions  are  also  scattered  through  it,  and  these  in  parts 
become  confluent  and  cheesy.  The  lower  lobe  is 
entirely  free  from  all  change. 

Larynx  healthy.  Trachea  intensely  injected ; 
glands  very  prominent  ; a few  small  superficial 
ulcerations  in  mucous  memlirane.  The  Bronchi 
are  injected,  but  otherwise  unchanged,  except  where 
they  open  into  ulcerating  cavities  in  the  right  lung. 
Bronchial  glands  swollen,  intensely  hyperfemic,  with 
a soft  medullary  appearance.  Scattered  through 
their  tissue  are  numerous  granulations,  varying  in  size 
from  a pin’s  head  to  a pin’s  point ; the  granulations 
are  opaque,  white,  and  soft. 

Intestines. — Enlargement  of  solitary  glands  at 
lower  end  of  ileum ; several  exhibit  commencing 
ulceration  ; one  ulcer  is  tlie  size  of  a hemp-seed,  with 
thickened  edges  and  cheesy  floor. 

Kidneys  hyperaemic. 

Brain. — Some  opacity  of  membranes  at  base.  No 
other  morbid  change.  Nothing  abnormal  to  naked 
eye  in  liver,  pancreas,  spleen,  or  heart. 

Microscopic  Appearances. — The  histological 
changes  in  this  lung  are  as  follow  : — 

§ A.  Bneumonic  areas  like  XXXVIII.  2 and  4 
(Ilenshaw).  In  some  jdaces,  the  alveoli  are  filled 
with  greatly  enlarged  ei)ithelial  cells,  like  XXVI.  7 
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(Ellsom),  some  containing  two  or  more  nuclei  ; others 
finely  granular. 

§ B.  Areas  of  infiltration  of  the  alveolar  walls 
with  a small-celled  growth  like  XXXVII.  6 and  7 
(Griffln),  and  XXXVIII.  8 {Hall),  which  in  some 
parts  proceeds  to  a dense  thickening,  producing  a 
honeycombed  appearance  like  XXVIII.  10  {Polley) 
and  XXXVIII.  1 (Henshaw).  In  these  cases  the 
alveoli  mostly  contain  large  cells,  but  in  the  walls  of 
some  a dense  small -cel  led  growth  is  proceeding  to 
their  complete  occlusion. 

§ C.  The  general  character  is  the  prevalence  of  a 
mingled  epithelial  and  small-celled  growth,  producing 
areas,  sometimes  nodular,  and  sometimes  more 
diffused,  like  XXVIII.  2,  7,  and  XXIX.  6 (Acute 
Tubercle),  and  these,  in  some  parts,  proceed  until 
nothing  is  visible  but  dense  masses  of  small-celled 
growth,  in  some  of  which  the  outlines  of  the  alveoli 
can  still  be  traced,  their  interior  being  filled  with 
the  growth. 

§ D.  Caseation  occurs,  sometimes  in  nodules 
like  XXXIX.  4 (Price),  sometimes  in  more  diffuse 
areas,  like  XXVIII.  6 (Polley).  It  tends  to  assume 
the  lobular  form  where  circumscribed  by  thickened 
masses  of  interlobular  tissue.  In  some  places  this 
caseation  takes  place  directly  in  masses,  as  de- 
scribed above.  In  other  effaces,  in  more  distinctly 
pneumonic  areas,  it  can  be  traced  to  the  replacement 
of  the  epithelium  by  a small-celled  growth  proceed- 
ing in  the  floors  of  the  infundibula  and  alveoli,  in 
nodular  shapes  or  in  diffused  areas — a process  iden- 
tical with  that  seen  in  XXXVII.  1,  2 (Griffin).  In 
these  is  apparently  a direct  caseation  of  the  pneu- 
monic areas,  without  the  intervention  of  the  denser 
small-celled  growth,  but  in  most  instances  the  latter 
precedes  the -caseation,  which  takes  place  in  nodules 
and  areas  like  XXVIII.  6 (AciUe  Tubercle). 

There  are  no  giant-cells  discoverable  in  this  lung. 
Their  absence  is  probably  due  to  the  acuteness  of 
the  process.  Peribronchial  small-celled  growth  is 
abundant,  and  occurs  occasionally  in  large  nodular 
masses,  extending  into  the  interior  of  the  tube  (cf. 
XLIII.  G — Brown). 

CASE  1^. 

Di.\betic  Phthisis. 

Plate  VII.  fig.  2. 

The  lung,  of  which  this  plate  presents  an  illustra- 
tion, was  given  me  in  1867  by  one  of  my  colleague’s 
assistants,  as  having  been  just  taken  from  a diabetic 
patient  dying  in  University  College  Hospital.  I 
regret  that  at  the  time  I omitted  to  make  a memo- 
randum to  enable  me  to  identify  the  case. 

The  apex  was  entirely  occupied  by  a soft,  yellow, 
cheesy  infiltration,  finely  granular  on  section,  and 
breaking  down  into  numerous  cavities,  so  that  the 
whole  surface  looks  cribriform.  In  the  neighbour- 
hood of  this  is  a uniform,  smooth,  grey,  pneumonic 
infiltration,  through  which  are  scattered  masses  of 
variable  size.  Below  this  the  tissue  is  studded  with 
yellow  nodules,  also  granular  on  section,  without 
any  grey  margin,  but  here  and  there  surrounded  by 
pigment.  These  granulations  have  a slight  tendency 
in  some  places  to  form  irregular  racemose  masses, 
but  for  the  most  part  they  coalesce  into  larger  tracts 
of  the  same  cheesy  infiltration. 


The  separate  granulations  tend  readily  to  break 
down,  and  they  then  form  excavations,  filled  with  a 
dirty-yellow  fluid,  and  these,  with  spots  of  softening 
material,  forming  small  cavities,  are  here  scattered 
through  the  tissue.  At  the  bases  and  edges  are 
tracts  infiltrated  with  the  same  cheesy  matter  as  is 
seen  in  the  apices  (VII.  2 a a),  and  having  also  a 
cribriform  appearance,  due,  in  part,  to  the  infiltration 
occurring  in  an  emphysematous  tissue. 

Microscopic  Examination. — The  chief  fea- 
tures of  this  lung  are  ; — 

A.  Extensive  pneumonic  areas,  some  with  large 
epithelial  cells,  like  XXVI.  7 (Ellsom),  while  others 
are  small-celled  like  XXV.  3. 

B.  Interspersed  among  these  are  masses  of  small- 
celled  growth  like  XXXVIII.  8 (Hall),  and  XL.  2 
(Heath).  Among  these  are  caseating  areas,  some 
being  diffuse  like  XXXVI.  4 (Griffin),  XXVIII.  G 
(Polley,  Acute  Tubercle),  and  others  circumscribed 
like  XXXVI.  3 (Griffin)  and  XXXVIII.  3 (Hen- 
sliaw). 

Dense  solid  masses  of  small-celled  growth  fill  the 
alveoli,  and  replace  the  epithelium  which  has  disap- 
peared ; much  perivascular  and  peribronchial  small- 
celled  growth  is  also  seen  ; in  some  of  these  masses 
micrococci  are  visible. 

CASE  15. 

Tuberculisation  and  Tubercular  Pneumonia. 

Plate  VIE,  fig.  3. 

Eef.— Syphilitic  Disease,  p.  127. 

Summary. — M.  26.  Probable  tubercular  inherit- 
ance. Weakness,  cough  and  occasional  hcemoptysis 
during  six  months  : then  7nore  considerable  hmnor- 
rhage  occurred,  and  signs  of  consolidation  and  excava- 
tion were  found  at  both  apices.  Persistent  moderate 
gjyrexia. — Fibroid  indurcUion  at  each  apex,  contain- 
ing cheesy  spots,  irregular  cavities,  and  'numerous 
granulations,  for  the  most  p>art  grouped.  Opaque, 
yelloiu  nodules  thickly  scattered  through  the  loiver 
lobes. 

William  Scarrow,  letat.  26:  admitted  Univer- 
sity College  Hospital  April  28,  died  May  2,  1868. 

Family  History. — Unknown,  except  that  mother 
and  two  sisters  died  young. 

Occupation  and  Habits. — Working  chemist;  has 
lived  well ; has  been  temperate  and  has  had  a 
healthy  residence. 

Previous  Diseases. — Had  a chancre  three  years 
ago  ; took  mercury,  lost  hair  one  year  ago,  but  this 
grew  again.  Never  had  sore-throat  or  skin  eruption. 

Present  Illness  commenced  August  1867.  No 
apparent  cause  ; felt  unwell  and  was  treated  for  liver 
disorder  and  dyspepsia.  This  was  followed  by  cough, 
and  later  by  hemoptysis.  First  hemorrhage  was  a 
few  clots.  He  had,  at  same  time,  night  perspirations. 
Cough  continued  during  winter.  In  March  got  a 
chill ; this  was  followed  by  larger  hemorrhages,  from 
half  a pint  to  a pint  on  two  separate  occasions. 

State  on  Admission. — Great  anemia  and  emacia- 
tion : nails  incurvated.  Skin  hot : perspires  at  night. 
Granular  pharyngitis.  Has  nausea  and  loss  of  appe- 
tite, which  have  persisted  since  beginning  of  attack. 
No  diarrhoea  or  tenderness  in  abdomen.  Tongue 
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red,  glazed,  fissured.  Breathes  hurriedly,  but  is  not 
conscious  of  dyspnoea.  Sputa  muco-purulent,  isolated 
numniulated  pellets,  profuse ; urine  free  from  albumen. 

Chest  naturally  fairly  formed  ; costal  angles  wide ; 
flattening  under  both  clavicles.  Signs  of  consolida- 
tion and  excavation  at  both  apices.  Bases  hyper- 
resonant, but  with  rales.  Heart  healthy.  He  was 
feverish  during  his  stay  in  hospital,  the  maximum 
temperature  being  102’8°  (evening),  the  minimum 
(morning)  being  99'5°.  The  maximum  pulse  was  132, 
the  minimum  120.  The  maximum  number  of  re- 
spirations was  58,  the  minimum  32. 

Post-mortem.-  Cavities  in  both  apices  numerous, 
intercommunicating,  and  sitixated  in  an  iron-grey 
indurated  tissue,  mostly  fibrous  and  deeply  pig- 
mented, in  which  are  scattered  cheesy  spots.  Below 
this,  other  parts  of  both  apices,  which  are  still 
fibrous,  are  crammed  with  granulations,  forming 
dense  solid  masses  of  racemose  form,  deeply  pig- 
mented, opaque  in  their  centres.  These  masses  occupy 
large  tracts  of  tissue.  The  lower  lobes  (VII.  3)  are 
crammed  with  opaque  yellowish  nodules,  scattered 
in  highly  congested  tissue,  which  for  the  most  part 
is  emphysematous.  The  nodules  are  frequently 
single,  but  are  often  also  in  clusters,  forming  race- 
mose masses  of  the  size  of  a pea  and  upwards. 
These  are,  however,  composed  of  smaller  granules, 
diminishing  in  size  from  a poppy-seed  to  a mere 
speck.  In  a few  places  these  masses  have  formed 
small  cavities  of  the  size  of  a pin’s  head.  In  a few 
places  there  is  a little  firm  pneumonic  infiltration, 
yellowish-grey,  and  finely  granular.  Granulations 
are  thickly  scattered  on  the  pleura.  Both  lungs  are 
affected  in  a precisely  similar  manner. 

The  Intestine  presents  extensive  ulceration. 
Some  of  the  ulcers  have  thickened  edges  and  granu- 
lations in  the  floor  ; in  ofhers  this  character  is  not 
apparent.  Some  of  the  solitary  glands  are  distended 
wfith  a milky  fluid,  which,  when  evacuated,  leaves  a 
cavity  in  which  no  trace  of  tubercular  formation  is 
visible.  The  other  organs  are  healthy. 

Microscopic  Examination  of  this  lung  was 
limited  to  the  nodular  masses.  They  were  seen  to 
be  of  three  kinds. 

A.  Peribronchial,  small-celled  growth,  like 
XXXIV.  5,  and  XLII.  5. 

B.  Nodular  masses  like  XXIX.  0 (Acute  Tubercle), 
XXXIV.  1 (Coomhes),  XXXVIII.  3 (Henshaw),  and 
like  XL.  1 (Heath),  with  varied  gradations  in  the 
amount  of  epithelial  proliferation  and  alveolar  small- 
celled  growth. 

C.  Lobular  nodules  like  XXVHI.  2 (Acute 
Tubercle).  Some  of  them  contain  giant-cells  of  the 
types  of  XXXII.  4,  and  XXXIII.  2 and  11. 

There  are,  in  addition,  numerous  nodular  masses 
of  caseation,  surrounded  by  small-celled  growtli, 
and  bounded  by  thickened  interlobular  tissue,  like 
XXVHI.  0 and  8,  and  XXXVIII.  3.  These  are  the 
result  of  processes  like  that  seen  in  XXXVII.  1 and 
2 (Griffiji),  and  also  of  the  confluence  of  nodules  like 
XXXVII.  5 (Grijfin),  or  are  due  to  the  caseation  of 
areas  and  nodules  like  XXXIV.  1 (Goombes),  in  the 
midst  of  many  of  which  giant-cells  can  be  seen.  A 
few  nodular  masses  entirely  composed  of  small-celled 
growth  are  found,  but  this  growth  is  for  the  most 
part  combined  with  epitlielial  proliferation,  either  in 
nodules,  or  in  more  diffuse  areas  like  XXXVII.  0 
and  7 (Griffin). 


CASE  16. 

Acute  Tubercular  Pneumonia. 

Plates  VIII.  figs.  1,  4,  and  6 ; XXXI.  fig.  7 ; and 
XXXVIII.  figs.  1,  2,  3,  4. 

Summary. — M.  20.  Phthisical  inheritance.  Sub- 
acute lung-symptoms.  Signs  of  consolidation  at  both 
apices  ; repeated  licemoptysis  ; evidence  of  irregular 
extension  of  consolidation  through  lungs,  especially 
at  bases  ; considerable  pjyrexia.  Duration  of  definite 
symptoms  about  three  months — Degenerating  granu- 
lations through  lungs,  in  part  aggregated  ; irregular 
cavities  in  right  apex,  and  grey  infiltration  in  left 
upper  lobe. 

William  Henshaw,  ietat.  20,  admitted  University 
College  Hospital  under  Dr.  Reynolds,  February  25  ; 
died  March  16,  1867. 

Family  History. — Father  living,  aged  54,  healthy. 
No  chest  affection  in  father’s  family.  Mother  died 
of  phthisis,  33tat.  41.  Has  been  one  of  a family  of 
fifteen,  twelve  brothers  and  three  sisters.  One 
sister  and  two  brothers  have  died,  one  of  chest  affec- 
tion, the  other  tw'o  of  unknown  causes. 

Personal  History. — Occupation,  smith’s  laliourer. 
Has  been  well  until  shortly  before  present  illness  ; 
has  drunk  freely  of  both  beer  and  spirits,  and  has 
smoked  much.  Never  had  sypliilis  or  any  other  ill- 
ness before  present. 

Present  Illness. — Had  a cough  a month  before 
Christmas,  which  got  ([uite  w'ell.  At  Christmas  w'as 
out  of  work  and  not  living  w^ell  ; left  off  a warm 
jersey  and  his  cough  returned.  Shortly  afterwards 
he  went  by  sea  to  New^castle,  insufficiently  provided 
with  clothes,  and  got  wet  ; his  cough  increased  ; 
and  he  had  a sharp  pain  in  left  side.  He  had  rigors 
occasionally  during  illness.  Expectoration,  wliich 
had  been  very  slight  in  previous  attack,  returned 
immediately,  at  first  w'hite  and  frothy,  afterwards 
thicker,  with  solid  lumps.  Hfemoptysis  occurred  on 
day  before  admission,  toextent  of  four  to  fiveounces,  of 
a bright  red  colour.  Appetite  has  ahvays  been  good, 
but  for  the  past  year  he  has  had  dyspeptic  symptoms. 
Epigastric  pain  after  food.  Heartburn,  bad  taste  in 
mouth  ; a feeling  of  nausea  in  the  morning,  but  has 
never  vomited. 

State  on  Admission. — IModerate  anaemia : no 
marked  dyspncea.  No  marked  w^astiug,  Skin  hot  ; 
no  perspiration.  Chest  well-formed.  Physical  signs 
of  consolidation  at  both  apices,  ivith  coarse  and 
fine  rales.  Slight  dulness  at  right  base,  wdth  fine 
rales;  friction  in  left  low'er  axillary  region.  Heart 
in  natural  position.  Urine  free  from  albumen;  no 
diarrhoeai. 

The  haemoptysis,  which  commenced  the  day 
before  admission,  continued  at  short  intervals  until 
a few  days  before  death.  It  was  at  times  profuse, 
and  on  one  occasion,  after  taking  an  emetic  dose  of 
ipecacuanha,  he  brought  up  a pint  of  blood.  All 
remedies  tried,  including  large  doses  of  gallic  acid, 
the  mineral  acids,  turpentine,  acetate  of  lead,  and 
inhalations  of  spray  of  tinct.  ferri  perchloridi,  were 
ineffectual.  In  the  intervals  of  the  luemoptysis,  the 
sputa  were  frothy,  viscid,  and  tenacious.  Rales 
appeared  over  the  whole  left  side,  and  the  left  base 
gradually  became  dull.  Borne  patches  of  percussion- 
dulness,  attended  by  moist  rales,  also  appeared  in 
the  left  back.  Prostration,  cyanosis,  and  an;umia 
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increased  rapidly.  He  suffered  from  dyspnoea  and 
at  times  from  faintness.  The  skin  was  at  times 
pungently  hot,  at  times  perspiring  : sordes  appeared 
on  the  lips  ; and  he  sank  and  died  on  March  15. 

The  temperature  throughout  his  stay  in  hospital 
was  continuously  pyrexial— a non-febrile  tempera- 
ture (97'6°)  was  only  twice  observed — on  the  morning 
after  admission,  and  after  a considerable  hiemorrhage. 
The  large  subsequent  hfemorrhages  certainly  did  not 
reduce  the  temperature  below  a febrile  standard, 
though  temperatures  of  99'6°  and  99'2°  were  each 
once  observed  in  the  morning.  The  mean  morning 
temperature  in  sixteen  observations  was  100‘4°,  the 
inaximum  (once  only)  being  105’2°.  The  mean  or- 
dinary morning  temperature  ranged  from  100°  to 
101 '5°.  The  mean  evening  temperature,  in  thirteen 
observations,  was  101'0°,  the  highest  being  102’6°, 
the  lowest  100'2°.  The  mean  ordinary  evening  tem- 
peratures ranged  from  101°  to  102°.  The  fever  fol- 
lowed the  regular  course  of  attaining  the  highest 
degree  in  the  evening ; on  two  occasions  only  was 
there  a rise  from  evening  to  morning,  and  on  only 
one  was  there  a fall  observed  from  morning  to  even- 
ing. The  mean  exacerbation  from  morning  to  even- 
ing was  1'24°,  the  highest  being  2'6°  and  the  lowest 
0'2°.  The  mean  remission  from  evening  to  morning 
was  1’5°,  the  greatest  being  3'6°,  the  lowest  0'2°,  the 
majority  ranging  from  1°  to  2°. 

Post-mortem. — Larynx  : mucous  glands  promi- 
nent ; no  tubercle. 

Lungs. — Both  adherent ; the  right  universally, 
tlie  left  only  at  apex.  The  lungs  meet  in  middle 
line,  bases  of  both  emphysematous.  Bronchi  of  both 
contain  thick  mucus,  but  there  is  more  in  riglit  than 
in  left ; mucous  membrane  pale  ; no  marked  con- 
gestion anywhere.  No  trace  of  tuberculisation  in 
bronchi,  but  some  tubes  in  the  apex  of  the  left  lung 
pass  into  irregular  cavities.  Some  bronchi  in  left 
lung  of  fourth  division  have  their  walls  thickened 
and  indurated. 

Eight  lung  : tissue  of  apex  indurated,  dense, 
fibrous,  containing  some  encapsuled  cheesy  nodules. 
Below  this  is  an  irregular  sinuous  cavity,  lined  with 
cheesy  masses,  and  communicating  directly  with 
bronchi  of  the  second  division.  The  tissue  of  this 
lung,  from  apex  to  base,  is  riddled  with  granulations, 
soft  and  of  variable  size.  Some  are  extremely  small 
and  tend  to  semi-transparence  (VIII.  1,  a)  ; most, 
however,  are  soft  and  opaque,  but  not  caseous.  They 
tend  to  agglomerate  in  groups  of  a racemose  charac- 
ter, sometimes  occupying  considerable  areas,  the  sur- 
face of  which,  on  section,  is  finely  granular  (VIII.  l,cc, 
and  G).  The  granulations  of  which  these  are  com- 
posed are  for  the  most  part  larger  and  coarser  than 
grey  granulations.  Most  of  them  are  soft,  and  break 
down  easily  under  the  finger ; in  many  places  they 
do  not  stand  out  prominently,  but  blend  insensibly 
with  the  surrounding  tissue,  while  in  other  places 
they  have  irregular  serrated  margins.  The  smallest 
granulations  are  softer  and  more  opaque  than  typical 
grey  granulations,  and  are  easily  detached  from  tbe 
lung.  In  portions  of  the  lung  which  apparently  have 
been  emphysematous,  the  confluence  of  the  granu- 
lations gives  rise  to  opaque  granular  masses,  in 
which  small  spots  are  breaking  down  and  give  to 
the  whole  an  irregular,  worm-eaten  appearance  (VIII. 
4).  Gradations  betw’een  these  and  the  granular 
racemose  masses  can  be  seen  in  different  parts. 


Left  Lung  : apex  puckered  and  contracted  like 
the  right  ; contains  a few  caseous  nodules.  Imme- 
diately below  this  the  lung-tissue  is  infiltrated  with 
an  opaque,  greyish  exudation,  granular  and  friable, 
but  in  the  mass  firm.  Patches  and  spots  of  this 
character,  assuming  an  irregular,  lobular  form,  are 
scattered  through  the  upper  lobe.  Through  the 
whole  of  the  lower  lobe  are  scattered  granulations 
similar  to  those  of  opposite  lung,  varying  in  size 
from  a pin’s  point  to  nodules  of  the  size  of  a pea, 
which  are  formed  by  the  agglomeration  of  the  smaller 
granulations.  They  are  for  the  most  part  surrounded 
by  a zone  of  congestion  : and  are  less  prominent 
than  typical  grey  granulations,  their  outline  is  also 
more  irregular  and  less  defined.  Although  some 
have  a certain  semi- transparency,  they  are  for  the 
most  part  opaque.  A few  between  are  grey,  semi- 
transparent, and  stand  out  prominently. 

Bronchial  Glands  swollen  and  opaque,  do  not 
contain  any  visible  tubercle. 

Heart,  Liver,  Spleen,  Kidneys,  Supra-renal  Cap- 
sules, and  Testicles  healthy. 

Stomach  : mucous  membrane  excessively  opaque, 
white,  not  softened.  Numerous  erosions  of  variable 
size,  not  exceeding  a hemp-seed  ; some  are  covered 
with  an  ash-grey  slough,  which,  when  separated, 
leaves  a small  cavity.  Hfemorrhagic  spots  are  seen 
in  other  parts  of  the  mucous  membrane. 

Intestines  : duodenum  much  congested.  Upper 
part  of  ileum  contains  much  mucus,  and  the  fine 
congestion  extends  throughout  it.  Petechife  and 
ecchymoses  at  lower  end  of  ileum.  Over  one  Peyer’s 
patch  there  is  exceedingly  fine  congestion,  but  this  is 
not  general.  A cheesy  spot,  the  size  of  a pin’s  point, 
is  found  in  one  of  Peyer’s  patches.  Caecum  free. 
Mesenteric  glands  free. 

The  Microscopic  Appearances  in  these  lungs 
are  the  following  : — 

A.  Pneumonic  infiltration,  both  with  large 
epithelial  proliferation,  and  also  with  amorphous 
exudation  matter,  in  which  a few  cells  are  imbedded. 

B.  Similar  tracts  attended  by  great  thickening 
of  the  alveolar  walls  by  small-celled  growth. 

C.  Tracts  of  small-celled  infiltration  mingled 
with  epitlielial  proliferation. 

D.  Tracts  of  pneumonic  infiltration  interspersed 
with  spots  of  caseation. 

E.  Distinct  nodules  of  small-celled  growth. 

F.  Nodules  of  caseation. 

G.  Peribronchial  and  perivascular  infiltration 
with  small-celled  growth. 

§ A.  The  areas  of  pneumonic  infiltration  are  of 
two  kinds.  In  some  places  the  alveoli  are  entirely 
filled  with  large  epithelial  cells  resembling  XXVI.  7, 
and  XXXVIII.  5 {Lllsom). 

In  large  tracts,  however,  the  alveoli  are  filled 
with  an  amorphous  and  finely  granular  exudation- 
matter,  in  which  a few  large  epithehal  cells  are  im- 
bedded, as  seen  in  XXXVIII.  2 and  4,  where  it 
is  probable  that  the  exudation  matter  was  of  a 
mucoid  character,  coagulated  by  chromic  acid.  In 
the  walls  of  most  of  these,  nuclear  proliferation  is 
seen  advancing  (XXXVIII.  4,  aa,  and  2,  cc)  which 
in  some  places  proceeds  to  denser  masses  (2,  a). 

§ B.  This  infiltration  at  times  produces  great 
thickening  of  the  walls,  and  where  it  has  apparently 
taken  place  in  an  emphysematous  structure,  it  pro- 
duces a honeycombed  appearance,  as  seen  in  Coloured 
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Plate  VIII.  3.  The  microscopic  appearances  of  this 
part  are  seen  in  XXXVIII.  1,  and  they  resemble 
also  those  seen  in  XXVIII.  9 and  10  [Polley,  Acute 
Tubercle).  In  other  places,  appearances  occur 
identical  with  those  seen  in  XXXVIII.  6 and  7 
{Griffin)  and  XXXIX.  1,  2 and  3 {Lloyd,  Thomas, 
and  Gardiner). 

§ C'.  In  other  places  this  small-celled  infiltration 
advances,  until  the  whole  tissue  is  more  or  less 
uniformly  solidified  by  its  progress,  producing 
appearances  like  XXVIII.  3 {Acute  Tubercle).  In 
some  parts  this  is  mingled  with  epithelial  prolifera- 
tion in  alveoli  which  are  not  yet  completely  occluded, 
aiid  appearances  are  then  produced  resembling 
XXXVIII.  8 {Hall)  and  XL.  2 {Heath). 

§ D.  Spots  of  caseation  occur  in  the  midst  of  the 
pneumonic  areas,  resembling  those  seen  in  XXXVI.  3 
and  XXXVII.  4 {Grffin).  The  processes  by  which  this 
caseation  occurs  resemble  that  described  in  Griffin’s 
case  (see  p.  185).  Small-celled  growth  forms  in  the 
walls  and  floors  of  the  alveoli,  as  seen  in  XL.  G 
{Heath)  and  XXXVII.  1 and  2 {Griffin)  ; they  pass 
finally  into  changes  like  those  seen  in  XXXVI.  2 
{Griffin)  and  XXXIX.  1 {Lloyd).  These  changes  not 
unfrequently  assume  the  nodular  form,  and  thus 
caseation  in  these  parts  is  preceded  by  a small- 
celled  growth,  either  diffuse  or  nodular,  in  the  walls 
of  the  alveoli. 

§ E.  Nodules  of  small-celled  growth  are  of  two 
kinds.  The  larger  number  have  a variable  amount 
of  epithelium  mingled  with  their  structure,  and  the 
most  common  type  is  that  seen  in  XXX.  2 (Acute 
Tubercle).  Some,  however,  resemble  XXX.  1 {Acute 
Tubercle),  and  consist  almostentirelyof  a small-celled 
growth  imbedded  in  a reticulum.  Many  of  the 
nodules  can  be  seen  to  have  a lobular  formation,  and 
to  consist  of  groups  of  terminal  infundibula  filled 
with  epithelium,  while  in  the  walls  of  the  alveoli  and 
alveolar  passages,  a small-celled  growth  is  proceed- 
ing, as  in  XXVII.  1 and  2 {Acute  Tubercle),  and 
where,  in  some  places,  the  epithelium  is  entirely 
replaced  by  a small-celled  growth.  Variations  in  the 
amount  of  epithelium  give  rise  to  other  appearances 
in  these  nodules,  some  of  which  resemble  XXXVII.  5 
{Griffin),  and  XXXIX.  7 ( Unwin).  These  nodules 
caseate  by  a process  seen  in  XXXIX.  1.  The  epi- 
thelium disappears,  and  the  caseation  is  seen  to  pro- 
ceed in  the  midst  of  a reticiilated  small-celled  growth, 
the  caseation  invading  the  reticulum,  as  well  as  the 
nuclei  and  cells  imbedded  in  it. 

§ F.  Caseation,  as  previously  described,  takes 
place  both  in  diffuse  areas  like  XXVIII.  6 and  8 
{Acute  Tubercle)  and  also  in  nodules.  These  latter 
may  consist  only  of  entirely  amorphous  debris,  or  may 
show  merely  wasted  puriform  cells,  like  XXXVI.  1 and 
2 (Griffin),  or  the  cell-structure  may  haveentirely  dis- 
appeared and  a granular  fibrillated  structure,  some- 
times much  pigmented,  may  alone  remain,  as  seen 
in  XXVIII.  8 {Policy,  Acute  Tubercle),  and  XLIIl. 
{Heath). 

§ G.  Peribronchial  small -celled  growths  are 
abundant  in  these  lungs.  They  resemble  XLII.  5 
(Smith,)  and  XL! II.  G (Brown).  In  some  places  a 
submucous  infiltration  is  seen  extending  for  a con- 
siderable distance,  with  very  little  cliange  in  the 
epithelium.  In  others  the  growth  in  the  bronchial 
sheatlis  forms  small  round  masses,  one  of  which 
measured  inch  dianieter.  Perivascular  infiltra- 
tion is  also  seen. 


CASE  17. 

Acute  Destructive  Pneumonia. 

Plates  IX.  figs.  1,2;  XXVI.  fig.  7 ; XXXVIII. 
figs.  5 and  G. 

Kef. — Phthisis,  p.  106. 

Summary. — M.  Jffi.  Intemperate.  Sudden  in- 
vasion after  exposure  to  cold  : admitted  seven  days 
later,  suffering  from  ‘delirium  tremens,’  with  signs 
of  pleuro-2meumonia  a,t  the  left  base,  some  defective 
resonance  ctt  both  apices,  general  bronchitic  rales,  and 
muco-purulent  expectoration.  Imperfect  recovery, 
and  five  months  later  a relapse  after  fresh  exposure  : 
cough  offensive;  blood-stained  sputa  ; signs  of  con- 
solidation throughout  right  lung  and  in  middle  of 
left;  slight  continuous  fever;  inc7-easing  gnostra- 
tion  ; death  at  the  end  of  the  second  week. — Through- 
out right  lung,  and  in  loivcr  half  of  left,  a dull  grey 
infiltration  in  irregular  tracts,  with  race^nose  caseous 
spots,  softening  ; gangrenous  odour  ; a cavity  at  the 
right  apex.  Inflammation  and  ulceration  of  larynx. 

T.  Ellsom.  IMale ; letat.  42.  Cheesemonger’s 
porter.  Admitted  May  13,  1867.  Discharged,  re- 
lieved, in  July  ; readmitted  November  25,  and  dieil 
November  30,  18G7. 

Family  History. — Father  died  of  heart-disease, 
aged  G7.  One  sister  died,  let.  19,  of  lung-disease. 

Personal  History. — Patient  has  seven  children,  all 
living  and  healthy.  He  has  for  years  drunk  to  excess. 
Has  long  lieen  subject  to  a cough  in  foggy  w'eather. 

Present  illness. — Invasion  attributed  to  long  ex- 
posure to  cold  on  previous  day  ; w^ent  to  bed  well, 
awoke  with  pain  in  left  side  and  much  cough,  un- 
attended with  expectoration.  He  became  feverish 
and  continued  so  up  to  admission. 

On  Admission  he  was  febrile,  and  presented 
symptoms  of  delirium  tremens,  which  lasted  some 
days.  Dulness  on  percussion  existed  at  both  apices 
in  front,  and  some  dulness  at  the  right  base.  Blow- 
ing breathing  existed  over  the  left  apex,  and  coarse 
friction  over  the  whole  of  the  left  base.  Abun- 
dant moist  rhonchus  existed  at  both  bases  ; sibilant 
and  sonorous  rales  were  present  in  lioth  lungs.  The 
sputa  were  throughout  muco-purulent.  The  urine 
was  free  from  albumen  and  sugar ; its  specific 
gravity,  at  first  high,  became  low  during  convales- 
cence (1020  to  1010). 

The  patient  remained  in  hospital  until  the  middle 
of  July.  No  notes  exist  of  his  state  when  discharged, 
but  he  appears  to  have  been  convalescent  and  able  to 
w'ork.  Eeadmitted  November  25,  stating  that  he  had 
been  well  until  ten  days  ago,  when  he  got  a fresh 
cold.  His  cough  increased  and  was  attended  with 
blood-stained  sputa.  He  has  pain  in  the  side,  weak- 
ness, headache,  and  anorexia. 

The  skin  was  hot  ; the  face  Hushed.  The  breath 
had  a faintly  gangrenous  odour,  which  persisted  until 
his  death  on  November  30.  He  had  frequent  cough, 
with  grumous,  confluent,  watery,  offensive,  blood- 
stained sputa.  Dulness  existed  throughout  the  right 
side,  front  and  back,  except  over  a limited  area  at 
the  right  base.  The  left  apex  was  resonant,  but 
there  was  some  dulness  in  the  mid-scapular  region, 
which,  within  three  days,  extended  into  the  infra- 
mammary region. 
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There  was  high-pitched  bronchial  breathing  un- 
der the  right  clavicle,  with  fine  crepitation,  tubular 
breathing,  and  metallic  rales  at  the  third  interspace. 
Tubular  breathing,  with  metallic  rales,  was  heard  at 
the  base,  front  and  back. 

On  the  left  side  the  respiration  was  harsh,  with 
sonorous  rales.  The  respiration  over  the  dull  area 
111  the  left  back  was  bronchial.  It  became  weak  in 
the  mammary  region  as  the  dulness  extended  there. 
The  heart  was  natural  in  position  and  sounds. 

Tiie  urine  had  an  average  specific  gravity  of 
lOtJO,  and  contained  urates.  There  was  no  diarrhoea. 
Great  prostration  was  present  from  the  first,  and  the 
patient  sank  rapidly. 

No  notes  have  been  preserved  of  the  temperature 
during  first  period  of  his  stay  in  hospital.  On  his 
readmission  he  was  continuously  febrile  till  death, 
l)ut  his  temperature  only  reached  101'6°  on  two  occa- 
sions. It  once  fell  to  99'G°  ; otherwise  it  ranged  from 
lOU^  to  101.°  His  pulse  varied  from  90  to  112,  his 
respiration  from  32  to  44. 

Post-mortem. — Eight  lung  firmly  adherent 
throughout ; left  lung  only  by  loose  bands.  Much 
hyperasmia  of  left  pulmonary  pleura. 

Larynx. — Arytenoid  and  thyroid  cartilages 
ossified.  Mucous  membrane  swollen,  injected, 
opaque,  here  and  there  finely  granular.  Much 
ulceration  on  the  vocal  cords. 

Bronchial  and  Post-tracheal  Glands  swollen, 
cloudy,  opaque,  without  visible  tubercle. 

Right  Lung. — Bronchi  highly  injected ; equally 
so  in  all  lobes.  No  ulceration  or  dilatation.  Upper 
and  middle  lobes  adherent  together.  They  are  both 
infiltrated  with  a dull  grey  exudation.  The  tissue 
elms  infiltrated  is  firm,  uniform,  and  smooth  on 
section,  but  when  scraped,  it  shows  a finely  granular 
surface,  though  not  nearly  to  the  same  degree  as  is 
observed  in  acute  pneumonia.  This  infiltration  is 
scattered  in  irregular  tracts  (IX.  2,  a)  through  these 
lobes,  with  some  congested  but  crepitant  tissue 
intervening. 

At  the  extreme  apex  is  a cavity  capable  of  hold- 
ing a walnut,  with  sloughing  walls.  In  the  lower 
part  of  the  upper  lobe,  are  patches  undergoing  acute 
cheesy  metamorphosis  (IX.  1).  This  occurs  in 
clustered  spots  of  a dirty  yellowish-grey  colour, 
forming  racemose  groups,  which,  in  some  places, 
are  so  completely  softened  that  when  they  are  cut 
into,  a cavity  is  left.  A gangrenous  odour  pervades 
all  this  portion  of  the  lung.  The  upper  part  of  the 
lower  lobe  is  in  a similar  condition. 

Left  Lung. — Apex  loaded  with  spumous  serosity. 
Lower  part  of  upper  lobe  is  infiltrated  with  the  same 
grey  pneumonic  exudation  above  described.  The  in- 
filtration occurs  m patches  among  still  sound  pul- 
monary tissue.  Borne  parts  that  appear  infiltrated  float 
in  water,  but  sink  after  strong  pressure.  The  section 
of  some  of  these  is  uniform,  smooth,  and  glistening  ; 
in  others  it  is  somewhat  granular.  Softening  is 
observed  to  be  commencing  in  some  patches  more 
distinctly  granular  than  the  rest,  which  are  sur- 
romided  by  a zone  of  intense  injection.  The  lower 
lobe  shows  a similar  lobular  infiltration,  associated 
with  more  active  congestion  of  the  pulmonary  tissue. 
Here  also  spots  of  caseous  matter,  breaking  down 
into  cavities,  are  scattered  thickly  through  the  lung. 
The  whole  of  the  lobe  has  a sickly  gangrenous 
odour. 


Heart. — Some  atheroma  of  aorta.  Some  thicken- 
ing of  free  edge  of  nutral  valve,  and  slightly  so  of 
tricuspid. 

Liver  pale,  soft,  opaque,  fatty  in  patches  ; capsule 
separates  easily. 

Stomach  hyperaemic.  Mucous  membrane  soft, 
opaque.  Intestines  hypenemic.  No  tubercle.  Spleen 
very  small,  opaque,  soft.  Kidneys  congested. 

Microscopic  Appearances  in  the  lungs  were  as 
follows  : — 

A.  Large  tracts  of  pneumonic  infiltration,  in 
some  places  without  thickening  of  the  alveolar  walls, 
hut  in  several  places  attended  by  this  change,  and 
passing  in  many  parts  into  diffuse  suppuration. 

B.  Nodular  masses  of  small-celled  growth,  pass- 
ing into  caseation. 

C.  Diffuse  areas  of  small-celled  growth,  passing 
into  caseation. 

D.  Peri-bronchial  and  peri- vascular  thickening  ; 
the  former  passing  in  many  places  into  ulceration. 

E . Large  tracts  of  fibroid  thickening. 

§ A.  The  pneumonic  tracts  are  variously  charac- 
terised. 

(1)  Extensive  areas  present  appearances  like 
that  seen  in  XXVI.  7,  where  the  alveoli  and  alveolar 
passages  are  filled  with  large  epithelial-like  cells, 
sometimes  showing  multiplication  of  their  nuclei, 
and  finely  granular.  In  many  places  of  this  nature 
the  walls  show  no  signs  of  small-celled  infiltration. 
This  infiltration  occurs,  however,  in  other  parts,  as 
in  XXXVIII.  5,  where  the  small-celled  growth  is 
seen  to  pass  into  the  interior  of  the  alveoli.  In  other 
places  the  alveoli  are  filled  with  an  amorphous  exu- 
dation, in  wdiich  only  a few  epithelial  cells  are  scat- 
tered, like  XXXVIII.  2 and  4 (Ilenshatv). 

(2)  Considerable  tracts  present  the  appearance 
of  a diffuse  suppuration  resembling  XXXV.  1 and  2 
(Brodrick),  and  stages  may  be  observed  like  XXXV.  0 
(Smith,),  where  this  apparent  suppurative  change  is 
produced  by  the  formation,  in  the  floors  of  the 
alveoli,  of  a small-celled  growth  which  replaces  the 
epiihelial  proliferation,  and  apparently  softens  and 
breaks  down. 

(3)  In  other  places  small-celled  growth  forms  in 
the  alveolar  walls,  which  become  thickened,  and 
tracts  are  produced  like  XXXVIII.  8 (Hall),  in 
which  the  small-celled  growth  is  mingled  with  the 
epithelial  formation,  the  latter  still  showing  traces 
of  its  origin  in  the  alveoli.  Intermediate  stages  are 
also  seen,  like  XXXVII.  0 and  7 (Griffin)  and 
XXXIX.  2 and  3 (Thomas  and  Gardiner).  In  many 
places  the  inter-alveolar  thickening  extends  over 
large  areas,  giving  rise  to  appearances  like  XXVHI. 
9 and  10  (Polley),  XXXVlII.  1 (Henshaw).  It  is 
also  seen  surrounding  the  bronchioles  and  inter- 
alveolar passages,  the  epithelium  of  which  then 
becomes  ‘ cuboid  ’ in  form,  as  seen  in  XXXVHI.  0. 

§ B.  Nodular  masses  of  small-celled  growth  are 
seen,  breaking  down  in  their  centres,  like  XXX.  2 
(Coombes).  These  masses  are  evidently  in  some 
places  formed  out  of  lobular  thickenings  of  the 
alveolar  walls,  like  those  seen  in  XL.  1 and  3 
(Heath),  and,  like  the  latter,  they  pass  into  casea- 
tion. 

§ C.  Diffuse  areas  of  caseation,  like  XXVIII.  0 
and  8 (Policy),  and  like  XXXVI.  3,  4,  and  5 (Griffin), 
and  others  like  XXXVHI.  9,  are  also  seen.  They 
proceed  from  a small-celled  growth  invading  the 
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alveolar  wall,  and  the  direct  passage  of  epithelial 
proliferation  into  caseation  is  nowhere  seen. 

§ D.  Large  tracts  of  induration  occur,  in  some 
places  of  peribronchial  origin.  In  the  larger  propor- 
tion, however,  they  arise  from  a fibroid  change  in 
the  small-celled  growth  in  the  alveolar  walls,  and 
produce  appearances  resembling  XLI.  1 [Carr).  In 
other  parts  the  origin  in  small-celled  growth  is  not 
apparent,  and  we  have  alveoli  still  filled  with  epithe- 
lial cells  of  seemingly  pneumonic  origin,  while  their 
walls  are  thickened  by  a fibroid  growth  like  XLII.  6 
[Ilaiohins) . In  some,  again,  the  fibroid  change  is 
seen  to  be  proceeding  in  the  floors  of  the  alveoli, 
mingled  with  a small-celled  growth  like  XLI.  7 
[Gopiiin). 

CoMMENTABY. — The  iiivasioii  in  this  case  much 
resembled  acute  pneumonia,  but  differed  from  it  in 
the  general  dissemination  of  rales,  and  in  the  slow- 
ness of  convalescence.  I regret  that  I was  unable  to 
take  notes  of  the  patient  before  he  was  discharged. 
It  appears,  however,  extremely  probable  that  the 
pneumonia  never  resolved.  This  is  shown,  I think, 
by  the  fibroid  changes  found  in  some  parts.  It  is 
also  probable  that  the  disseminated  rales,  heard  in 
different  parts  of  the  lung  on  his  first  admission, 
were  due  to  tubercle  (lobular  pneumonia  passing  into 
induration  and  caseation).  The  whole  series  of 
changes  in  the  lung  were  not,  however,  those  of 
chronic  pneumonia  which  passes  into  induration. 
Here  the  tendency  was  distinctly  to  breaking  down 
and  softening,  a tendency  probably  existing  ah  initio, 
but  undergoing  an  acute  exacerbation  on  his  second 
attack.  This  softening  and  breaking  down  was  due 
to  caseation  following  an  interstitial  growth.  The 
cavities,  wdiere  found,  were  for  the  most  part  the 
result  of  this  process,  although  in  one  place  the 
pneumonic  infiltration  appeared  capable  of  under- 
going acute  softening,  probably  of  a gangrenous  cha- 
racter. The  relapse  of  pneumonia,  which  was  very 
likely  an  extension  of  the  first  attack,  appears  to 
have  induced  this  process,  in  consequence  of  the 
patient’s  exhausted  vitality.  It  may  be  noted  that 
in  this  case  also  the  larynx  was  affected. 

CASE  18. 

Tuberculae  Suppueating  Pneumonia. 
Plates  XIII.  fig.  3 and  4 ; XXXV.  figs.  1,  2,  and  3. 

Ref. — Phthisis,  pp.  119,  121  ; Syphilitic  Disease,  p.  127. 

Summary. — M.  43.  Syphilis  three  years  before 
death.  Cough  for  many  years,  increasing  three 
months  before  admission.  Laryngitis : purulent 

expectoration,  hamoptysis.  Signs  of  consolidation 

and  excavation  at  left  apex  and  of  consolidation  at 
base  and,  at  right  apex,  with  excavation  in  tippier 
part.  Persistent  moderate  2)yrexia.  Ulceration  of 
larynx.  Induration  at  apex:  granulations,  indu- 
rated and  cascating,  scattered  through  both  lungs, 
with  old  pneumonic  infi.ltration  in  ptlaces,  partly 
puriforni.  Cavities  at  left  apex. 

John  Peodeick,  letat.  43,  admitted  University 
College  Hospital  in  January,  and  died  February  15, 
18G5. 

Family  History. — Father  died,  letat.  GO,  of  some 


chest  affection.  No  other  known  instance  of  lung 
disease  in  family. 

Personal  History. — A bricklayer’s  labourer  : a 
native  of  Ireland  : has  had  abundant  food,  but  has 
drunk  excessively. 

Previous  Illness. — Has  had  the  epidemic  diseases 
of  childhood,  also  an  attack  of  fever  when  tetat.  9. 
Had  syphilis  in  November  1862.  In  February  18G3 
he  came  under  me  as  an  out-patient  with  aphonia, 
sore-throat,  psoriasis  guttata,  and  dulness  under 
the  left  clavicle.  He  took  bichloride  of  mercury  and 
recovered,  and  has  had  no  return  of  the  sore-throat 
or  skin  eruption  up  to  the  present  time.  He  has, 
how'ever,  had  morning  cough  and  slight  expectoration 
for  the  last  four  or  live  years  (perhaps  even  prior  to 
the  syphilis). 

Present  Illness. — His  cough  has  increased  during 
three  months.  He  had  heen  out  of  work,  with  in- 
sufficient food  and  clothing,  especially  at  night. 
His  cough  grew  suddenly  worse  on  January  8,  and 
the  expectoration  became  profuse,  clear,  and  frothy, 
occasionally  mixed  with  blood  in  small  quantities. 
Had  been  confined  to  bed  for  past  fourteen  days. 

Symptoms. — Emaciation,  great  weakness,  tremor 
of  hands  ; lividity  of  nose  and  lips.  Some  orthopnoea. 
Skin  perspiring.  Tongue  red,  with  a creamy  fur 
peeling  off.  No  diarrhoea.  Urine  free  from  albumen. 
Heart  healthy.  Pulse  occasionally  intermitting. 
Has  pain  in  throat  and  on  swallowing,  and  some  pain 
behind  sternum.  Voice  reduced  to  a hoarse  whisper. 
Considerable  congestion  of  epiglottis  and  of  both 
vocal  cords.  A patch  of  exudation  on  cartilages  of 
Santorini  and  ^\'risberg.  Expectoration  profuse, 
wutli  diffluent  pellets  of  yellowish  puriforni  matter, 
some  of  them  pigmented.  The  sputa  became  increas- 
ingly diffluent  and  puriforni,  and  he  had  a large 
Inemoptysis  about  a fortnight  before  his  death. 

Physical  Signs. — ^Chest  well-formed,  with  wide 
costal  angles.  There  were  signs  of  consolidation  and 
excavation  at  the  left  apex,  front  and  back,  and  of 
consolidation  at  the  left  base.  The  right  apex  gave 
signs  of  consolidation  posteriorly.  There  was  also 
a limited  area  of  consolidation  at  the  base.  The 
right  front  and  axilla,  at  first  hyperresonant,  became 
gradually  more  dull  ; coarse  rales  were  heard  from 
time  to  time  in  both  lungs,  but  became  especially 
marked  in  the  right  front  and  the  left  base.  8ilhlant 
and  sonorous  rales  w'ere  also  heard  in  both  lungs. 
From  time  to  time  the  respiratory  murmur  and  the 
vocal  resonance  became  almost  suppressed  in  the  left 
back;  vocal  fremitus,  however,  persisted.  He  died 
on  February  15,  1865. 

The  pulse  varied  from  150  to  96,  the  ordinary 
ratio  being  lietween  100  to  120.  The  respirations 
varied  from  36  to  60.  They  were  almost  invariably 
over  40.  He  was  persistently  feverish  during  the 
whole  of  his  stay  in  hospital,  a normal  temperature 
being  only  observed  on  one  occasion.  The  mean 
morning  temperature  in  twenty-seven  observations 
was  101° ; the  mean  evening  temperature  was 
101'3°.  The  highest  temperature  was  103°,  ob- 
served on  two  different  days,  in  the  morning  and 
evening  respectively.  The  mean  exacerbation  from 
evening  to  morning  on  twelve  occasions  was  1'1°  ; 
the  highest  being  2-4°,  and  the  lowest  0'2°.  The 
mean  remission  from  morning  to  evening  was  0'9°, 
the  highest  being  L8°,  and  the  lowest  0'2°.  On  no 
less  than  nine  days  the  morning  temperature  was 
equal  to  that  of  either  the  preceding  or  succeeding 
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evening.  Exacerbations  from  evening  to  morning 
occurred  on  seven  days,  and  remissions  from  morn- 
ing to  evening  on  eight  days.  The  highest  of  these 
exacerbations  was  1'2°,  the  lowest  0-2°,  the  mean 
being  0'8°,  the  highest  of  the  remissions  from  morning 
to  evening  was  2°,  the  lowest  0'4°,  the  mean  being  0'9°. 
On  several  occasions  a progressive  ascent  or  a progres- 
sive fall  appeared  during  thirty-six  hours,  thus  dis- 
turbing in  both  directions  the  normal  course  of 
morning  and  evening  temperatures. 

PosT-MOETEM. — Both  lungs  firmly  adherent  to 
parietal  pleura.  On  right  side,  among  the  adhesions 
(which  are  very  firm  and  dense),  is  found  a calcified 
nodule.  On  left  side,  the  adhesions  are  looser  and 
contain  numerous  granulations.  Epiglottis  thickened 
and  indurated  : on  each  side  its  lateral  borders  are 
scooped  out  into  a deep  excavated  ulcer  with  thickened 
edges,  clean  cut  and  very  firm  and  resistant.  Cords 
healthy.  Arytenoid  and  thyroid  cartilages  calcified. 

Left  lung. — The  apex  is  entirely  occupied  by 
dense,  indurated,  cicatricial  tissue,  of  almost  cartila- 
ginous firmness  and  deeply  pigmented  (XIII.  3).  In 
this  are  hronchi  that  have  undergone  dilatation,  for 
the  most  part  sacculated  [hh).  The  mucous  mem- 
brane is  intensely  congested.  Nodules  of  fibroid  in- 
duration exist  also  throughout  this  lobe,  varying  in  size 
from  a hazel-nut  to  a walnut,  semi-cartilaginous  and 
deeply  pigmented.  They  are  composed  of  firm  granu- 
lations, which  are  resistant  like  cartilage,  and  firmer 
in  the  more  central  portions  of  these  nodules  than 
at  their  periphery.  Some  of  the  latter  (in  the  outer 
zone)  are  opaque,  yellowish-white,  and  much  softer 
than  those  at  the  centre.  They  are  not,  however, 
caseous,  and  there  is  no  appearance  of  softening  in 
any  of  them.  Isolated,  indurated,  semi-transparent 
granulations  are  also  scattered  through  the  tissue. 
In  other  parts  of  this  lobe  are  groups  of  softer  granu- 
lations, which,  by  their  agglomeration,  form  nodules. 
In  some  places  these  granulations  are  quite  soft. 
Small  cavities  have  here  and  there  formed  in  the 
larger  masses  thus  constituted ; in  others,  larger 
cavities  may  be  observed  to  be  in  process  of  forma- 
tion, and  at  places  a communication  with  the  bronchi 
is  already  established.  Some  of  these  nodular  masses, 
though  soft,  are  situated  in  the  midst  of  indurated 
and  pigmented  tissue  (a) ; probably  they  formed  in 
patches  of  lung  which  remained  unaffected  during 
the  process  which  indurated  the  adjacent  tissue  (see 
Microscopic  Description,  § A).  In  the  middle  third 
of  this  lobe,  groups  of  caseous  granulations  are 
situated  in  the  midst  of  densely  indurated  tissue. 
Grey  granulations  are  also  scattered  among  them. 

The  base  of  the  lower  lobe  is  largely  occupied 
by  a dirty-greenish,  soft,  almost  liquid,  puriform, 
pneumonic  exudation,  breaking  down  with  great 
readiness  (XIII.  4,  b).  Some  parts  are  thus  entirely 
infiltrated,  sinking  in  water  without  pressure. 
In  this  tissue  ramify  bronchi  ulcerating  into  the 
surrounding  exudation  (c  c),  and  presenting  a striking 
resemblance  to  the  appearance  observed  in  S.  Broion 
(Case  5,  p.  162,  Plate  V.  fig.  5).  In  this  tissue,  and 
in  fact  partly  composing  it,  are  soft  granulations, 
scarcely  prominent,  hut  granular  in  section,  varying 
in  size  from  a rape-seed  to  a hemp-seed  or  larger, 
and  sometimes  uniting  to  constitute  large  tracts  of 
a yellowish-grey  colour,  breaking  down  completely 
under  pressure.  Most  of  these  have  a central  depres- 
sion, and  some  are  softening  in  the  centre  (XIII. 


4,  a h)  and  communicating  with  the  bronchial  tubes 
(c  c).  They  have,  in  many  places,  an  irregular 
outline,  as  if  composed  of  smaller  granulations,  and 
some  of  them  tend  to  occur  in  groups.  Higher  up, 
and  where  this  pulmonary  tissue  is  not  thus  infil- 
trated, are  groups  of  very  soft  granulations.  Some 
of  these  break  down  into  a milky  juice  on  pressure, 
others  do  not.  In  some  places  these  soft  granula- 
tions occur  around  puckered  and  contracted  tissue 
(Microscopic  Description,  § B). 

The  right  lung  presents  appearances  very  similar 
to  those  observed  in  the  left.  The  apex  posteriorly 
is  indurated  and  pigmented,  and  contains  dilated 
bronchi,  and  also  some  cavities,  within  which  are  cheesy 
nodules  and  masses  of  cretaceous  matter.  The 
middle  and  loweiTobes  present  pneumonic  infiltration, 
precisely  similar  to  that  described  in  the  left  lung, 
in  which  the  bronchi  are  irregularly  dilated  and  in 
some  places  ulcerated.  The  solidified  portions  have 
a dir^  ash-grey  colour,  in  which  are  scattered  round 
spots  of  a deeper  tint  and  more  greenish  hue,  appear- 
ing on  section  to  represent  the  cut  orifices  of  bronchi 
(Microscopic  Description,  § C).  The  bronchial  and 
mediastinal  glands  are  enlarged,  indurated,  and 
almost  gristly  in  consistence,  but  not  otherwise 
affected. 

Kidneys  somewhat  indurated. 

Liver  has,  near  the  surface,  two  or  three  cheesy 
nodules,  otherwise  healthy. 

Heart,  Szqrra-renal  Capsule,  Spleen,  mucous 
membrane  of  Stomach  and  Intestines,  Mesenteric 
Glands,  all  healthy. 

Miceoscopic  Examination. — Left  lung  : In  the 
part  below  the  apex,  where  nodules  are  scattered 
through  partially  infiltrated  tissue,  various  appear- 
ances are  seen. 

§ A.  (1)  Large  tracts  (represented  by  XXXV. 
1,  2,  and  3,  see  description  of  figures)  in  which  the 
tissue  is  breaking  down  in  a process  of  acute  sup- 
puration. It  is  infiltrated  throughout  with  cells 
resembling  pus- cells,  measuring  from  Tsiio 

inch.  Some  contain  proliferating  nuclei.  No  large 
epithelial  cells  are  to  be  seen  in  these  parts.  The 
cells  lie  in  some  places  in  dense  groups  ; in  others 
they  are  imbedded  in  the  meshes  of  a fibrinous 
reticulum  of  the  character  of  that  seen  in  acute 
pneumonia  (fibrinous  exudation),  but  in  many  places 
the  alveolar  walls  are  denuded  of  their  epithelium, 
and  the  tissue  is  seen  to  be  infiltrated  with  granules 
in  a manner  similar  to  that  seen  in  XXXV.  5 
(Smith). 

(2)  Tracts  of  dense  epithelial  proliferation  mingled 
with  small-celled  growth,  like  XXXVIII.  8 (Hall), 
and  others  where,  in  addition  to  this,  there  is  a 
dense  nuclear  infiltration  of  the  wall  of  the  alveoli, 
like  XXXVII.  7 (Griffin),  XXXIX.  3 (Gardiner). 
In  the  alveoli  of  such  tracts,  large  hyaline  cells  can 
be  seen,  not  imbedded  in  meshes,  but  floating  free 
in  the  interior.  Further,  some  of  the  tracts,  breaking 
down,  closely  resemble  those  in  XXVIII.  8 (Polley), 
and  XXXVIII.  3 (Henshaw). 

(3)  In  addition  to  these  appearances,  there  are 
numerous  nodules  of  induration,  with  an  amorphous 
or  caseous  indurated  centre,  surrounded  by  a zone 
of  small-celled  growth,  as  in  XXXIX.  7 (Umoin), 
XXXIX.  4 (Price),  XLI.  3 (Carr).  In  these  tracts, 
a few  giant-cells  can  be  seen,  of  the  pigmented  type. 
They  are,  however,  infrequent,  and  none  can  be  found 
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in  the  pneumonic  parts  of  this  lung.  Other  tracts 
of  dense  nuclear  infiltration  can  be  observed,  like 
XL.  2 {Heath),  in  which  the  nodular  formation  is 
absent.  These  show  no  signs  of  breaking  down,  and 
are  altogether  distinct  and  different  from  the  sup- 
purating processes  before  described. 

In  some  parts,  suppuration  can  be  seen  in  the  in- 
terior of  the  bronchi.  Their  walls  are  then  usually 
infiltrated  with  a small-celled  growth,  and  nodular 
masses  of  nuclear  formation  appear  in  the  peri- 
bronchial sheath.  Ulceration  from  within  is  also 
observed  in  limited  areas  of  this  wall. 

§ B.  In  the  tracts  described  above  with  a refer- 
ence to  B,  the  appearances  seen  resemble  those 
above  described,  except  that  the  suppurative  de- 
struction of  the  lung  is  less  distinct,  and  the  bulk  of 
the  change  consists  of  desquamative  pneumonia 
with  alveolar  thickening  like  XXVI.  7 [Ellsom), 
passing  into  forms  like  XXXVII.  5 and  6 {Griffin). 
With  these  are  found  dense  nuclear  infiltration  of 
the  tissue,  and  also  a few  nodular  growths,  peri- 
bronchial, in  some  places  periarterial,  and  in  some 
parts  there  is  also  great  fibroid  thickening  of  the 
tissue. 

§ C.  Right  lung.  The  appearances  in  the  pneu- 
monic portions  of  this  lung  resemble  very  closely 
those  described  in  the  others,  exce^rt  that  nodular 
masses  are  not  found.  The  predominant  characters 
are  two  ; tracts  of  suppurative  pneumonia  like 
those  before  described,  and  large  tracts  of  caseating 
or  necrotising  pneumonia  like  XXXVI.  4 {Griffi/n), 
and  XXXVIII.  3 {Henshaw),  and  XXVIII.  8 {Policy). 
Diffuse  nuclear  growth,  like  that  before  described 
(§  B),  is  largely  prevalent,  and  in  many  parts  there 
is  desquamative  pneumonia,  with  thickening  of  the 
alveolar  walls,  like  XXXVIII.  4 {Henshaw)  and 
XXXVII.  6 {Griffin).  Some  tracts  of  dense  fibroid 
growth  also  occiir,  and  in  places  there  are  periarterial 
and  peribronchial  nuclear  growths. 

CoMMENTAEY. — The  conclusioii  to  he  drawn  from 
this  case  appears  to  l^e  tliat  the  acutely  destructive 
pneumonic  process,  which  formed  the  larger  propor- 
tion of  the  area  of  recent  disease,  was  superadded 
to  older  disease  of  a tubercular  type.  In  many 
places  the  destructive  processes  were  identical  with 
those  seen  in  the  acute  tubercular  pneumonias,  l)ut 
in  others  the  ordinary  epithelial  proliferation  ( ‘ Des- 
quamative Pneumonia  ’ ) passes  into  suppuration,  and 
in  this  change,  destruction  of  the  pulmonary  tissue 
rapidly  ensues. 

CASE  19. 

Chiionic  Indurating  and  Caseating  Tuber- 
cular Pneumonia. 

Plates  X.  figs.  1,  2,  3,  4 ; XXXVI.,  XXXVII. 

Eef. — Phthisis,  p.  119  ; SyiAiilitic  Disease,  p.  127. 

Summary.— ilT.  41.  No  phthisical  heredity.  In- 
temperate. Three\  years  before  death,  severe  cough 
commenced^  after  a chill,  and  continued,  varying  in 
degree.  Two  years  afterwards,  Juemorrhage  from 
stomach  or  lungs  : three  months  later,  another  chill, 
followed  by  pain  in  left  side,  blood-stained  sputa, 
variable  fever,  occasional  rigors,  dyspepsia  and 
diarrhoea.  Anamiia  with  slight  icteric  tint  : night- 
sxveats,  dyspnoca,cough  with  muco-grurulent  expecto- 


ration. Signs  of  consolidation  in  upper  half  of  right 
lung,  and  also,  in  slighter  degree,  at  left  apex,  and  of 
cavities  in  both.  Persistent  ‘pyrexia. — Lungsgjresentcd 
firm  pigrnented  induration  at  the  apices,  until  grey 
pneumonic  consolidation  in  the  rest  of  the  uirpcr  lobes, 
and  small  cavities,  with  cheesy  granulations  in  their 
ivalls.  Reddish  pneumonic  infiltration  at  the  bases. 
Numerous  grey  nodules,  isolated  and  confluent,  with 
caseous  spots  in  them,  softening  into  small  cavities. 

Walter  Griffin,  aged  41  : admitted  University 
College  Hospital  April  1,  died  August  14,  1868. 

Family  History.— Ho  known  predisposition  to 
phthisis.  Father  and  mother  both  living  at  advanced 
ages;  brothers  and  sisters  all  living  and  healthy, 
except  one  sister  who  is  short  of  breath.  Collateral 
relations  not  recorded.  Some  tendency  to  rheuma- 
tism in  the  family. 

Occupation  and  Habits. — Traveller  : formerly  a 
paper-stainer,  and  used  to  suffer  from  the  dust  of 
emerald  green.  Doubtful  whether  residences  healthy. 
Has  lived  well : has  taken  considerable  quantities  of 
rum.  Born  in  Berkshire  and  lived  in  London  since 
letat.  18. 

Previous  Illness. — Has  had  diseases  of  childhood, 
also  both  typhus  and  typhoid  fevers.  Is  reported 
to  have  broken  a blood-vessel  from  a fall,  letat.  15. 
and  ‘ bled  from  nose,  ears,  and  mouth  ’ : was,  how- 
ever, very  strong  and  robust  until  present  illness. 

Present  Illness. — Three  years  ago,  got  w'et 
through,  and  remained  all  night  in  wet  clothes ; 
this  caused  a severe  cough,  attended  by  copious 
yellow  expectoration.  He  recovered,  and  has  been 
comparatively  well  in  the  interval,  but  has  had 
cough,  more  or  less,  ever  since  (for  two  or  three 
years)  without  any  appreciable  expectoration.  Twelve 
months  ago  brought  up  suddenly  a quart  of  thick 
black  matter  (Qy.  luenioptysis  or  ha?matemesis). 
In  November  1867  he  again  got  a severe  wetting; 
this  was  followed  by  pain  in  the  left  side,  and  by 
blood-stained  sputa.  Mince  then  he  has  been  re- 
peatedly feverish,  has  felt  skin  hot,  and  has  had  oc- 
casional rigors  and  pains  in  different  parts  of  his 
body.  The  appetite  has  failed,  with  flatulent  dis- 
tension and  diarrhoea. 

State  on  Admission. — Earthy  tint  of  skin  ; ex- 
tremely anaemic,  but  somewhat  icteric.  Muscular- 
power  deficient ; hands  tremulous.  Distinct  but  not 
excessive  emaciation.  Finger-ends  clubbed,  nails 
incurvated.  Perspires  much,  especially  at  night. 
Dyspnoea  on  slight  exertion.  Sputa  profuse,  muco- 
purulent, diffluent.  Tongue  clean  : appetite  better. 
No  diarrhoea  at  present. 

Physical  Examination. — Chest  naturally  well- 
formed,  costal  angle  wide.  Plight  infra-mammary 
region  somewhat  cojitracted.  Very  deficient  general 
expansion.  Consolidation  in  right  lung  about  as  low 
as  fifth  rib  in  front  and  lower  border  of  scapula 
posteriorly.  The  right  lower  axillary  region  was  also 
dull.  The  left  apex  was  less  extensively  consolidated 
than  the  right.  There  was  tympanitic  resonance 
anteriorly  in  front,  but  absolute  dulness  in  the  upper 
scapular  region.  There  was  also  consolidation  at 
the  base.  Pales  were  heard  from  time  to  time  at 
the  bases.  A faint  systolic  murmur  existed  over  the 
heart.  The  urine  had  throughout  a sp.  gr.  varying 
from  1016  to  1025.  It  was  free  from  albumen  and 
sugar,  but  frequently  deposited  lithates. 
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The  i)liysical  signs  varied  but  little  until  his 
death.  He  lost  19  lbs.  weight  from  May  1 to  July 
15.  Diarrhoea  returned  during  the  last  month  of  his 
stay  in  hospital,  and  he  gradually  sank. 

He  was  persistently  feverish  during  his  stay  in 
hospital,  normal  temperatures  being  observed  only 
once  on  mornings  and  evenings  respectively.  The 
mean  morning  temperature  was  101'1°,  highest  103’2°, 
lowest  98°.  The  usual  morning  temperalures  ranged 
from  100°  to  101'5°.  The  mean  evening  temperature 
was  101'4°,  highest  103'2°,  lowest  98'4°.  The  mean 
of  the  exacerbations  from  morning  to  evening  was 
1'3°,  highest  2'2°,  lowest  0'0°.  The  mean  of  the  remis- 
sions from  evening  to  morning  was  1’3°,  highest  2'4°, 
lowest  0-0°.  Eemissions  from  morning  to  evening 
took  place  in  four  days  ; exacerbations  from  evening 
to  morning  on  hve  days.  The  mean  of  the  former 
was  U'7°,  highest  2°,  lowest  0T°.  The  mean  of  the 
latter  was  U'8°,  highest  1’8°,  lowest  0T°.  A nearly 
equal  temperature  was  repeatedly  observed  on  the 
morning  and  evening.  The  morning  pulse  varied 
from  84  to  11  ; the  evening  pulse  from  80  to  108. 
The  respirations  varied  from  34  to  40,  not  exceeding 
the  latter.  The  mean  pulse-respiration  ratio  was 
2'4  : 1,  highest  3:1,  lowest  2 : 1. 

Post-mortem.—  Both  lungs  partially  but  firndy 
adherent  to  chest-walls,  most  so  at  apex.  Larijnx 
and  Trachea  healthy. 

Lungs. — Bronchi  show  some  fusiform  dilatations, 
but  not  to  any  marked  extent.  The  right  lung  was 
reserved  for  injection.  The  destructive  changes  in 
it  were  almost  identical  w'ith  those  described  in  the 
other.  Left  lung  (X.  1-4)  : Apex  emphysematous 
anteriorly,  and  the  emphysema  extends  through 
the  anterior  margin  of  the  upper  lobe.  I’osteriorly, 
the  apex  is  consolidated.  In  the  upper  part,  this 
consolidation  is  very  firm,  indurated,  and  much  pig- 
mented. This  passes  into  a grey  pneumonic  exuda- 
tion, which  occupies  nearly  the  whole  of  the  remainder 
of  the  upper  lobe,  but  is  mingled  wuth  spots  of  reddish 
pneumonic  inliltration  (see  tigures).  Here  and  there, 
patches  of  crepitant  tissue,  apparently  in  part  invaded 
by  the  pneumonic  process,  are  scattered  through  this 
part  of  the  lung.  A cavity  exists  wdtliin  half  an  inch 
of  the  apex,  capable  of  holding  a walnut,  lined  by  a 
false  membrane,  and  in  the  walls  of  the  cavity  are 
numerous  cheesy  granulations.  Immediately  helow 
this,  in  the  indurated  tissue,  small  cavities  are 
thicldy  scattered.  The  grey  and  reddish  pneumonic 
infiltrations  are  also  riddled  with  cavities,  which 
appear  to  originate  from  the  softening  of  little  cheesy 
nodules,  scarcely  larger  than  a poppy-seed,  though 
some  attain  the  size  of  a hemp-seed  (X.  1 and  4,  a a). 
(The  smallest  specks  are  not  here  figured.)  They 
are  scattered  thickly  through  the  consolidated  tissue, 
and  are  mingled  with,  and  appear  to  be  produced  by, 
the  caseous  degeneration  of  small  grey  granulations 
scarcely  larger  than  pins’  heads. 

These  caseous  masses  also  become  confluent  in 
the  pneumonic  bases.  Some  are  of  the  size  of  a 
hemp-seed  on  section ; others  are  smaller.  They 
are  in  many  cases  surrounded,  and  delimited  from 
the  pneumonic  bases,  by  a zone  of  congestion,  but  in 
some  places  they  are  surrounded  by  a zone  of  pigmen- 
tation. Some  of  these  spots,  which  are  softening, 
appear,  when  cut  into,  to  communicate  with  bronchi, 
and,  if  follow’ed  by  a bristle,  are  found  to  open  into 
sinuous  ulcerations,  bounded  by  caseous  matter,  in 


which,  however,  no  bronchial  w'all  is  discoverable 
[see  X.  4 bb).  In  some  places,  unaffected  bronchi 
may  be  found  opening  into  them  (4,  b).  When 
these  ulcerations  form  larger  cavities,  caseous  granu- 
laiions  can  he  found  in  their  walls  (3  and  4,  c).  Thick- 
ened vessels,  still  pervious,  may  occasionally  be  found 
crossing  their  floors.  Through  the  emphysematous 
border  of  the  upper  lobe  are  scattered  nodular 
masses : softish,  semi-transparent,  varying  in  size 
from  a poppy-seed  to  a hemp-seed,  confluent  in  places 
and  then  becoming  caseous  in  their  centres : in 
others  entirely  converted  into  cheesy  nodules,  in 
which  softening  and  excavation  are  commencing. 
The  lower  lobe  contains,  in  its  upper  part,  a reddish 
pneumonic  infiltration,  and  low'er  down  some  isolated 
nodules  of  grey  infiltration.  In  both  of  these,  caseous 
changes  occur  (2  b and  4),  commencing  apparently  in 
little  specks  which  become  confluent  and  soften.  In 
other  places  the  grey  infiltration  becomes  indurated 
and  pigmented.  Scattered  through  the  non-consoli- 
dated  tissue  of  this  lobe,  there  are  also  the  same 
semi-transparent  softish  nodules,  passing  into  caseous 
change,  which  were  described  in  the  upper  lobe. 
Some  of  these  nodules  appear  like  a grey  pneumonia, 
soft  and  granular. 

Bronchial  glands  enlarged,  swmllen,  hyperasmic  ; 
in  parts  semi-transparent,  in  parts  cloudy  ; nowhere 
cheesy. 

Heart. — Muscular  fibre  somewhat  soft  ; some 
thickening  of  free  edge  of  tricuspid  valve. 

Kidneys  opaque,  cloudy,  otherwise  healthy. 

Liver  distinctly  waxy.  Some  portal  congestion  : 
does  not  stain  with  iodine  : some  fatty  degeneration 
in  outer  zone  of  acini,  waxy  in  middle  zone.  Spleen 
healthy. 

Stomach. — Mucous  membrane  thickened  and 
indurated.  Much  grey  pigmentation  at  pyloric 
end. 

Intestine  has  a waxy  look.  Some  enlargement  of 
solitary  gland  in  small  intestine.  Cfecum  presents 
some  superficial  ulceration,  without  thickening  of 
edges,  and  apparently  some  abrasion  of  mucous 
membrane,  having  a quasi-diphtheritic  appearance. 
The  same  process  is  seen  in  colon.  It  appears  to  be 
preceded  by  a uniform  infiltrated  thickening  of  the 
mucous  membrane  in  spots. 

Microscopic  Characters. — The  following  are 
the  chief  characteristics. 

A.  Bneunionic  infiltration  in  various  forms,  but 
presenting  prominently  a destructive  character. 

B.  Tuberculo-pneumonic  masses  of  lobular  type. 

C.  Areas  of  infiltration  with  a small-celled  growth. 

D.  Ulceration  and  suppuration  of  the  bronchi. 

E.  Perivascular  and  peribronchial  changes  and 
areas  of  fibroid  thickening. 

§ A.  The  pneumonic  changes  are  the  most  ex- 
tensive and  varied.  The  predominant  character  is 
the  infiltration  of  large  tracts  with  a pneumonia 
which  has  proved  almost  entirely  destructive,  all 
traces  of  cells  having  disappeared  ; leaving  only  a 
fibrillated  granular  tissue,  as  shown  in  XXXVI.  4 
and  5,  and  like  XXXVIII.  2 [Henshaiv),  XXXV.  1 
and  5 [Brodrick  and  Smith),  XXVIII.  G and  8 
[Polley,  Acute  Tubercle). 

(1)  The  areas  of  destructive  change  represented 
in  XXXVI.  4,  and  resembling  XXX\BH.  2 (Hen- 
shaiv),  and  XXVIII.  0 and  8 [Acute  Tubercle),  may 
be  traced  at  their  margins  to  be  proceeding  by  means 
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of  a more  or  less  complete  filling  of  the  alveoli 
with  large  epithelial  cells  (which  sometimes  contain 
two  or  more  nuclei)  in  a manner  similar  to  that  seen 
in  XXXVIII.  4 (Henshaw),  anti  which  is  seen  more 
highly  magnified  in  XXXA^II.  5 and  6.  Simultaneously 
with  the  epithelial  proliferation,  a rapid  growth  of 
nuclei  and  small  cells  invades  the  alveolar  wall, 
which  is  thereby  thickened,  and  the  alveolar  space 
is  narrowed,  the  capillaries  being  destroyed,  while  in 
some  places  this  new  growth  projects  in  masses  into 
the  interior  of  the  alveoli  (XXXVII.  7).  This  growth 
does  not,  as  a rule,  proceed  to  a considerable  degree, 
but  the  tissues  appear  to  perish  early  from  the 
obstruction  of  the  capillaries,  combined,  in  all  prob- 
ability, with  the  intensity  of  the  inflammatory  pro- 
cess. The  differences  between  the  appearances  seen 
in  XXXVI.  4,  and  XXXVIII.  3,  is  due  to  the  relative 
amount  of  epithelial  proliferation  filling  the  alveoli. 
Where  this  is  considerable,  dense  masses  like  the 
former  are  produced  : when  this  is  less,  a change 
occurs  like  that  seen  in  XXXVII.  1,  ‘2,  and  3 ; the 
thickening  of  the  wall  is  inconsiderable,  but  a nuclear 
growth  invades  the  whole  of  the  capillaries  in  the 
wall  of  the  alveolus  ; the  epithelium  disappears,  and 
the  wdiole  passes  later  into  a granulo-molecular 
detritus.  Every  gradation  can  be  seen  between 
these  two  forms  of  change.  In  some  preparations, 
side  by  side,  may  he  seen  alveoli  with  epithelial 
proliferation,  and  others  where  there  are  few  epithelial 
cells,  but  a network  of  round  and  of  retiform  nuclei, 
tracing  the  lines  of  the  obliterated  capillaries  as  in 
XXXVII.  1 and  2. 

(2)  Areas  occupied  by  destructive  detritus,  like 
XXXVI.  5,  are  very  numerous.  They  are  character- 
ised by  the  preservation  of  the  elastic  fibres  marking 
out  the  w^alls  of  the  vesicles,  while  the  interior  of 
these  is  entirely  occupied  by  an  amorphous  detritus. 
Such  areas  may  be  either  diffuse  or  circumscribed. 
They  are  distinguished  by  the  absence  of  thickening 
in  the  alveolar  walls,  and  appear  to  owe  their  origin 
to  two  processes.  When  diffuse  they  are  commonly 
found  associated  at  their  margins  with  changes 
similar  to  those  seen  in  XXXV.  1,  5,  and  7 (B rod- 
rick,  Smith,  and  S.  A.  Brouoi)  of  ‘ suppurative 
pneumonia,’  and  the  process  of  the  passage  of  leuco- 
cytes into  an  amorphous  debris  may  be  often  traced 
in  these  parts.  In  a few  places  they  appear  to  result 
from  changes  akin  to  those  previously  described 
under  (1).  A small-celled  growth  appears  in  tlie 
walls  of  the  alveoli  and  invades  the  capillaries,  but 
this,  instead  of  proceeding  to  thickening  of  the  Avails, 
passes  into  amorphous  granular  disintegration.  In 
other  places,  where  ‘ lobular,’  these  areas  result  from 
changes  next  to  be  descril)ed. 

(3)  Lobular  destructive  changes  resembling 
XXXVI.  1,  2,  and  3,  and  XXXVII.  4,  are  found  in 
all  parts  of  these  specimens.  They  occur  in  tlie 
midst  of  extensive  small-celled  infiltrations,  and  also 
in  the  midst  of  pneumonic  areas  where  no  degenera- 
tion is  as  yet  apparent.  They  seem  to  originate  in 
various  ways.  In  some  places  they  arise  from  de- 
structive changes  like  those  descriljed  under  (1)  and 
(2),  extending  until  the  whole  of  a group  of  lobules 
has  been  invaded,  and  the  nodule  thus  formed  is 
bounded  by  the  the  thickened  tissue  of  one  of  the 
larger  interlobular  septa.  The  appearance  thus  pro- 
duced is  of  a loliular  mass  resembling  XXXVIII.  3 
iHonshmo)  and  XXVIII.  0 and  H {Acute  Tuhcrcle). 
In  XXXVI.  1 and  2 there  are  illustrations  of  this 


process,  which  appears  in  the  main  to  approximate 
closely  to  the  suppurative  type.  Thickening  is  seen 
proceeding  in  XXXVI.  3,  Avhere  the  portions  ct,  a a 
resemble  XXXVI.  5,  and  in  part  are  like  XXXVIII.  3 
{Henshaw),  while  at  c c are  parts  like  XXXVII.  2. 

In  some  places  the  mass  of  amorphous  debris,  or 
of  degenerating  leucocytes,  bounded  only  by  a zone 
of  thickened  fibroid  tissue,  strongly  suggests  that 
they  might  have  resulted  from  the  filling  of  bronchial 
tubes  Avith  inspissated  secretion,  and  that  the  Avails 
of  these  have  subsequently  undergone  ulceration  and 
suppuration.  This  appearance  is  very  closely  simu- 
lated in  XXXVII.  4,  hut  examination  of  tliese  parts 
Avifch  higher  poAvers  shoAvs  that  there  are,  throughout 
the  islets,  the  remains  of  pulmonary  tissue,  as  seen 
in  XXXVI.  1,  Avhich  therefore  proves  their  pneu- 
monic origin. 

Some  of  these  circumscribed  nodules,  passing  into 
detritus,  have  an  origin  like  that  seen  in  XXXV^II  2. 
Others,  AA’hich  have  undergone  a greater  amount  of 
cell-groAvth  before  caseation  has  occurred,  resemble 
the  nodules  of  XL.  1 {Heath),  Avhere  a process  of 
epithelial  filling  of  the  alveoli  and  thickening  of  their 
Avails  is  proceeding  in  lobular  areas.  Another  series 
is  found  like  XXXV.,  4 {Smith),  but  passing  into 
more  complete  granular  debris.  Some  of  these  by 
coalescence  form  elongated  masses,  which  strongly 
suggest  the  appearance  of  thickening  originating  in 
bronchi,  but  sIioav,  in  their  interior,  traces  of  a 
pulmonary  structure,  although  occasionally,  by  the 
mode  of  their  juxtaposition,  even  an  appearance  of 
the  branching  of  a tube  is  simulated.  Another,  and 
very  common  form  of  groAvth,  out  of  Avhich  tliey 
appear  to  originate,  is  Avhat  may  he  described  as 
tubercular  pneumonic  nodules,  like  that  seen  in 
XXXVII.  5,  Avhere  a mixed  epithelial  and  small- 
celled  groAvth  is  simultaneously  invading  the  lobule, 
and  also  passes  rapidly  into  granular  detritus 
(caseation). 

§ B.  Tuberculo-pneumonic  masses,  as  described 
in  the  preceding  section,  are  the  most  common  form 
in  Avhich  tubercle  appears  in  these  lungs.  Isolated 
nodules,  composed  only  of  small-celled  groAvth,  are 
comparatively  rare,  though  in  a feAv  spots,  in  sections 
othei’Avise  resembling  XXXVXI.  2,  isolated  alveoli, 
or  a limited  group  of  alveoli,  may  be  so  tilled  Avith  a 
reticulated  and  small-celled  groAvth  as  to  present  a 
perfect  microscopic  resemblance  to  the  smallest  form 
of  md.iary  tubercle.  It  is,  lioAveA'er,  more  common 
to  find  the  reticulated  small-celled  groAvth  in  irregular 
masses  in  the  inter-alveolar,  peribronchial,  and  inter- 
lobular tissue. 

In  general,  hoAvever,  the  nodules,  Avhen  not  of 
the  destructive  pneumonic  types  before  described, 
resemble  those  figured  in  XXXVII.  o.  In  these  a 
mingled  epitlielial  and  small-celled  groAvth  simulta- 
neously occurs  in  A'ariable  pro]5ortion,  but  the  latter 
in-edominates,  and  the  nodules  tend  to  pass  early 
into  caseation  and  detritus.  Hence  epithelial-like 
formation  is  almost  constantly  to  be  found  in  those 
Avhich  have  not  yet  undergone  destructive  metamor- 
pliosis. 

The  formation  of  these  nodules  appears  to  be 
from  lobular  changes  Avhich,  in  their  earlier  stages, 
resemble  XXXVII.  1.  As  the  small-celled  groAVth 
progresses,  ap]iearances  are  sometimes  produced  like 
those  seen  in  XL.  1 and  3 {Heath),  arid  in  some  pre- 
parations of  this  kind,  the  caseation  can  be  seen  com- 
mencing in  the  centre.  A feAV  giant-cells  of  the  ty[)e 
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of  those  found  in  connection  'with  bronchioles  (and 
resembling  XXXII.  4 and  11),  may  be  occasionally 
found  at  the  margins  of  these  nodules. 

§ C.  In  a few  spots  large  areas  can  be  found 
completely  infiltrated  with  a small-celled  reticulated 
growth,  as  in  XXXVI.  4.  In  some  of  these,  all 
appearance  of  alveolar  structure  has  disappeared  and 
the  infiltration  is  almost  uniform  : in  other  places, 
remains  of  the  alveoli  are  still  apparent,  as  in 
XXXVIII.  8 {Hall).  Such  parts  are  often  intensely 
pigmented,  and  in  some  the  pigment  appears  in 
crystalline  forms.  Pigment  is  also  found  abun- 
dantly in  places  where  small-celled  growth  appears  in 
the  walls  of  the  alveoli,  together  with  epithelial  pro- 
liferation in  their  interior  [see  XXXVII.  7). 

§ D.  Perivascular  and  peribronchial  growths  as- 
sume forms  identical  with  those  already  described. 

CASE  20. 

Caseating  Tubekcular  Pneumonia. 

Plates  VII.  4 ; XX.  2 ; XXXIX.  2. 

Ref.— Phthisis,  p.  119. 

Summary. — Jlf.  S3.  Intemjjerate.  Szoffered  for 
six  months  from  cough,  purulent  exp>ectoration,  weak- 
ness and  swelling  of  feet.  The  liver  ivas  enlarged. 
There  were  signs  of  consolidation  and  excavation  in 
the  up>perpart  of  each  lung.  Persistent  remitting  g^y- 
rexia. — Extensive  ulceration  of  larynx  and  trachcea. 
In  the  upper  half  of  each  lung  was  grey  pneumonic 
infiltration;  through  both,  groups  of  granulations 
were  scattered ; the  apex  of  the  right  was  fibroid. 

John  Thomas,  adat.  33,  addmitted  University 
College  Hospital  June  15th,  1809  ; died  June  28th, 
18G9. 

Family  history  indefinite  : no  history  of  phthisis. 
Father  a drunkard. 

Occupation  and  Habits. — A shoemaker,  has  lived 
fifteen  years  in  London  ; has  lived  well  : habitually 
indulged  in  excess  of  alcohol  for  last  fifteen  years 
and  has  had  delirium  tremens.  Has  had  syphilis 
and  gonorrhoea.  Has  been  subject  to  morning  sick- 
ness. 

Present  Pllness  began  five  months  ago,  without 
assignable  cause,  but  patient  had  been  much  exposed 
to  the  weather.  The  first  symptom  was  cough  ; he 
felt  very  ill,  and  unable  to  continue  his  work,  and 
was  confined  to  his  bed.  Has  had  swelling  of  feet 
and  ankles. 

State  on  Admission. — Amemia  ; emaciation  ; 
cyanosis,  with  look  of  distress,  ffldema  of  feet. 
Some  ascites.  PTrine  scanty ; sp.  gr.  varied  from 
1012  to  1018 : repeatedly  examined,  it  contained 
neither  albumen  nor  sugar.  Liver  large,  extending 
from  6th  rib  to  two  fingers’  breadth  below  false  ribs. 
Heart’s  apex  indistinct,  covered  by  lung,  no  murmurs. 
Frequent  cough  : expectoration  copious,  tenacious, 
and  mostly  puriform.  Pain  in  the  chest  and 
dyspnoea.  Chest  barrel-shaped;  expansion  small. 
Superficial  veins  prominent.  There  were  physical 
signs  of  consolidation  with  excavation  at  both  apices, 
and  also  of  consolidation  in  the  mid-scapular  regions, 
accompanied  everywhere  by  coarse  bubbling  rales. 
Diarrhoea  set  in,  prostration  increased,  and  the 
patient  died  June  28. 


The  Temperature  was  persistently  pyrexial,  of 
a remitting  type.  The  mean  morning  temperature 
was  101’1°  ; the  mean  evening  temperature  was 
101'6°.  The  highest  morning  temperature  was  102°  ; 
the  lowest  (one  occasion  only)  99°;  it  was  gener- 
ally over  101°.  The  highest  evening  temperature  was 
103'2°  ; the  lowest  (one  occasion  only)  98°  ; in  a large 
proportion  it  reached  or  exceeded  102°.  The  mean 
exacerbation  from  morning  to  evening  was  0-9°,  the 
greatest  1'8°,  the  least  0'4°.  The  mean  of  the 
remissions  from  evening  to  morning  was  1°,  the 
greatest  being  2'2°,  and  the  least  0'2°.  On  two 
occasions  the  morning  temperature  was  higher  than 
the  succeeding  evening  (0‘2°).  On  one  occasion  it 
was  higher  than  the  preceding  evening  (0'6°).  The 
Pulse  was  invariably  above  120,  with  a maximum 
frequency  of  144.  The  Piespirations  were  commonly 
30,  and  never  less  than  this,  increasing  occasionally 
to  40  and  even  to  48. 

Post-mortem. — Larynx  and  Tj-achea  : Both 

vocal  cords  thickened  and  ulcerated  ; the  ulcer  on 
the  right  cord  has  a thick  everted  edge.  The  mucous 
membrane  of  the  sacculi  laryngis  and  false  vocal 
cords  is  also  thickened.  Mucous  membrane  of  trachea 
almost  entirely  eroded,  only  small  islets  of  deeply 
congested  membrane  being  left  amid  serpiginous 
ulcers  {see  XX.  2).  The  edges  of  the  ulcers  in  the 
trachea  are  irregular  and  ragged,  but  not  thickened. 
The  ulceration  extends  to  the  bronchial  tubes  in  the 
right  lung,  but  does  not  reach  beyond  the  first 
division  : in  the  left  lung  it  passes  into  the  third  and 
fourth  divisions,  and  in  the  upper  lobe  it  penetrates 
even  further,  the  bronchial  mucous  membrane  being 
apparently  almost  entirely  destroyed. 

Left  Lung. — The  upper  lobe  is  entirely  soli- 
dified by  a grey  pneumonic  infiltration  (VII.  4,  a «) 
riddled  with  sinuous  irregular  cavities  (c  c).  They 
are  filled  with  puriform  matter,  and  in  their  walls  are 
caseous  fragments  of  granulations.  Throughout  the 
grey  infiltration  are  scattered  irregular  caseous  masses 
{b  h),  and  groups  of  granulations  forming  racemose 
masses.  These  are  in  some  places  whitish,  in  others 
yellow  and  softening,  and  their  softening  produces 
potential  cavities.  The  upper  two-thirds  of  the  in- 
ferior lobe  is  in  a similar  condition.  The  lower  part 
is  in  a state  of  intense  congestion,  with  isolated 
granulations  scattered  through  it. 

Eight  Lung. — The  apex  is  indurated,  fibroid,  and 
pigmented.  Below  this  is  a grey  infiltration  with 
softening  of  caseous  masses,  and  racemose  granula- 
tions, similar  to  those  seen  in  the  opposite  lung. 
In  the  lower  lobe  also,  thickly  scattered  throughout  it, 
are  racemose  groups  of  granulations. 

The  post-tracheal  lymphatic  glands  are  indu- 
rated and  pigmented  ; they  contain  cheesy  and  some 
cretaceous  spots.  The  bronchial  glands  are  in  some 
places  swollen,  in  others  indurated,  and  they  contain 
cheesy  masses,  which  in  some  places  have  softened  ; 
in  others  there  is  cretaceous  matter. 

Liver  large,  weighs  fully  5 lbs.  8 oz. 

Kidneys  indurated.  Spleen  somewhat  large, 
otherwise  healthy. 

Stomach. — Mucous  membrane  much  congested, 
thickened  at  pyloric  end. 

Intestines. — Solitary  glands  enlarged  throughout 
the  whole  intestine,  and  in  some  places  ulcerated. 
Beyer’s  patches  ulcerated  : ulcers  extend  in  trans- 
verse diameter  of  intestine,  and  have  thickened 
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edges.  Ulcers  with  the  same  character  are  seen  in 
the  large  intestine. 

No  enlargement  of  mesenteric  glands ; a few 
granulations  seen  in  them. 

The  Microscopic  Characters  in  this  lung  are 
like  those  of  Llmjd  and  Griffin  {Cases  S3  and  19). 

A.  Diffuse  pneumonic  infiltration  of  the  type  of 
XXXVIII.  2 and  4 (Hensliaw). 

B.  Areas  of  destructive  pneumonia  like  XXXVIII. 
3 {Henshaiu) , and  XXXVI.  4,  5 {Griffin). 

C.  Suppurative  areas,  sometimes  widely  extended, 
like  XXXV.  1 and  5 {Brodrick  and  Smith). 

D.  Nodular,  and  E diffuse,  small-celled  growth. 

F.  Tracts  of  induration. 

G.  Perivascular  and  peribronchial  growth. 

§§  A and  B.  These  destructive  areas,  variously 
intermingled,  tend  to  assume  round  circumscribed 
forms,  which  in  some  parts  pass  insensibly  into  the 
processes  by  which  they  arise,  but  in  other  places 
extend  until  they  are  hounded  by  the  interlobular 
septa.  The  mode  of  their  production  is  mainly  by 
the  thickening  of  the  alveolar  walls  with  a small- 
celled  growth,  while  the  epithelium  perishes  and 
passes.  III  their  interior,  into  an  amorphous  granular 
mass  {see  XXXIX.  2).  Large  areas  become  thus 
occupied,  but  at  times  the  whole  tissue  so  affected 
appears  to  pass  into  a state  of  suppuration.  The, 
small-celled  growth  has  lost  its  solidity  : the  reticular 
structure  has  disappeared,  . and  the  cells,  closely 
1 crowded,  are  spherical  and  sometimes  nucleated, 

I imbedded  in  a material  which  appears  as  if  it  had 
[ been  originally  fluid  {see  XXXV.  1 — Brodrick). 

! § C.  Masses  of  small-celled  reticular  growth, 

forming  rounded  nodules,  sometimes  distinctly  ori- 
\ ginating  in  alveoli,  both  conglomerate  and  single, 

; having  all  the  characters  of  miliary  tubercle,  and, 

I at  their  margins,  resembling  XXX.  3 {Coombes, 
Acute  Tubercle). 

§ D.  Diffuse,  small-celled  growth,  reticulate  in 
; character,  like  XXXVIII.  8 (Hall) ; but  areas  of  this 
' structure  are  not  numerous. 

I § E.  Tracts  of  induration,  where,  in  combination 
with  the  foregoing,  bands  of  thickened  fibres  extend 
across  the  alveolar  structures,  like  XLI.  7 (Goggjin), 

§ F.  Perivascular  growth  is  abundant,  but  peri- 
bronchial growth  is  less  apparent,  and  no  forms  of 
bronchial  ulceration  are  to  be  found  in  the  specimens 
prepared.  It  is  somewhat  remarkable  that,  as  con- 
[ trasted  with  the  lungs  of  Lloyd  {Case  S3),  no  giant- 
cells  were  found  in  the  preparations. 

CASE  SI. 

Chronic  Phthisis.  Pneumonic  Infiltration. 

Plate  IX.  fig.  3. 

This  figure  was  taken  from  a case  of  chronic 
phthisis  (Goivling),  with  cavities  at  the  apices,  and 
in  which  the  upper  parts  of  the  lungs  were  entirely 
converted  into  a fibroid  tissue.  Nodules  of  induration, 
and  groups  of  indurated  and  caseous  granulations, 
existed  in  the  lower  lobes,  which  were  also  the  seat  of 
a grey,  firm,  pneumonic  infiltration  {see  figure). 

The  chief  Microscopic  Appearances  were  : — 

A.  Extensive  pneumonic  tracts,  filled  with  very 
large  epitliehal  cells,  and  without  thickening  of  the 
alveolar  walls,  like  XXVI.  7 {Ellsom). 


B.  Tracts  where  the  alveoli  were  filled  with 
amorphous  exu dation-matter  (mucoid) , like XXXVIII . 
2 and  4 (Henshaiu). 

C.  Areas  of  considerable  extent,  where  great 
thickening  of  the  alveolar  walls  had  occurred,  like 
XXVIII.  9,  10  {Polley,  Acute  Tubercle),  and  also 
reproducing  appearances  like  XXXVII.  G and  7 
{Griffiffi,  and  XXXIX.  2 and  3 (Thomas  and 
Gardiner). 

D.  Areas  of  small-celled  growth,  proceeding  in 
the  floor  of  the  infundibula  and  passing  into  casea- 
tion, like  XXXIX.  4 (Price),  and  also  occurring  in  a 
diffuse  form,  mingled  with  epithelial  proliferation, 
like  XXXVIII.  8 (Hall),  and  XL.  2 (Ilecdh). 

E.  Peribronchial  and  perivascular  small-celled 
growth  was  abundant  in  many  places. 

CASE  SS. 

Acute  Caseating  Tubercular  Pneumonia. 

Plates  XI.  and  XXXIX.  fig.  3. 

Eef. — Phthisis,  p.  119  ; Syphilitic  Disease,  p.  127. 

Summary. — II.  ^28.  Intemperate.  Sudden  onset ; 
cough  and  expectoration.  Three  months  later,  signs 
of  consolidation  in  the  upper  piart  of  each  lung  and 
at  the  right  base,  and  of  excavation  at  apices  ; moist 
rales  throughout.  Extreme  emaciation,  hectic, 
moderate  'pyrexia,  diarrhoea.  Death  a week  after 
admission. — Caseous  ulceration  of  larynx.  Caseous 
nodules  in  lungs,  breaking  down  into  cavities  : in 
parts,  more  diffuse  grey  pneumonic  consolidation. 
Enlargement  and  ulceration  of  the  solitary  glands  of 
the  intestine. 

T.  Gardiner,  letat.  28.  Compositor  : admitted 
University  College  Hospital  November  27,  died 
December  6,  1867. 

Family  History. — No  phthisis  known. 

Personal  History. — Has  drunk  freely  at  times. 
Has  had  a chancre,  and  three  years  ago  had  sore- 
throat.  No  skin  eruption. 

Present  Illness  began  suddenly,  three  months 
ago  ; attributed  by  patient  to  a wetting  some  w'eeks 
previously.  First  symptom  wais  cough  wuth  frothy 
expectoration.  There  had  lieen  loss  of  flesh  ever 
since  the  cough  began.  No  Inemoptysis..  No  previous 
chest  affection. 

Physical  Signs. — Chest  well-formed.  On  the 
riglit  side  there  was  evidence  of  consolidation  at  the 
apex  anteriorly  as  low"  as  the  3rd  rib,  and  posteriorly 
through  the  upper  half  of  the  scapular  region  : 
reaching  also  into  the  upper  axilla.  There  w"as 
imperfect  resonance  in  patches  throughout  the  mid- 
scapular and  interscapular  regions,  and  evidence  of 
absolute  consolidation  at  the  base  posteriorly  in  its 
outer  half.  The  infra-axillary  and  infra-mannnarv 
regions  w'ere  dull  below  the  Gth  and  5th  ribs  respec- 
tively. There  were  signs  of  extensive  excavation  at 
the  right  apex,  and  there  w"as  lironchial  breathing, 
with  coarse  metallic  rales,  over  the  consolidated 
areas  at  the  base,  in  front  and  liehind.  In  the  left 
apex  the  physical  signs  show'ed  consolidation  pos- 
teriorly throughout  the  scapular  regions,  and  in  the 
upper  axilla  to  the  5th  rib  : in  the  infra-clavicuhir 
to  the  3rd  rib.  There  was  no  dulness  at  the  base. 
Coarse  moist  rales  existed  through  the  w"liole  of  this 
lung,  but  there  were  no  signs  of  excavation  at  the 


188 


CASE  22  {GARDINER) 


ax^ex.  The  chest  was  well-formed.  The  heart  was 
luitm-al.  The  i;riiie  was  free  from  albumen.  There 
was  extreme  emaciation  and  hectic  ; diarrhoea  set  in, 
and  he  died  on  the  8th  day  after  admission. 

He  was  continuously  febrile.  The  mean  morning 
temxDerature  was  101-1°,  the  highest  being  102’G°,  the 
lowest  99°.  The  mean  evening  temx^erature  was 
102-3°,  the  highestbeing  103°,  the  lowest  100-2°.  The 
mean  of  the  exacerbations  from  morning  to  evening 
was  1-4°,  the  highest  being  3°,  and  the  lowest  0-2°. 
The  mean  of  the  remissions  from  morning  to  even- 
ingwas  2°,  the  highest  being  2‘8°,  thelowest  0-2°.  No 
remissions  were  observed  from  morning  to  evening, 
but  exacerbations  occurred  on  two  days  from  evening 
to  morning  ; the  greatest  was  1-4°,  the  least  0-0° 
(mean  1°).  The  x^ulse,  always  above  120,  varied 
between  this  and  142.  The  res^urations  varied  from 
32  to  40.  The  x^ulse-resx^iration  ratio  varied  from 
3-5  : 1 to  2-0  -.  1. 

PosT-MOETEM. — Lanjiix The  epiglottis  is  thick- 
ened, and  there  are  granulations  on  the  lower- 
surface  ; the  edge  is  irregularly  notched.  Both  vocal 
cords  are  ulcerated  deeply  at  anterior  angle.  The 
ulcerations  rest  on  a cheesy  base  extendiirg  through 
the  thickness  of  the  mucous  membrane.  Some  small 
superficial  ulcerations  are  scattered  over  the  trachea  ; 
the  whole  mucous  membrane  is  intensely  injected. 

Lungs.  — Both  are  loosely  adherent  by  scattered 
bands.  In  the  left  lung  the  bronchi  of  lower  lobe 
present  some  fusiform  dilatations,  chiefly  in  the  se- 
cond divisions ; the  smaller  branches  are  less  affected. 
The  apex  is  occupied  by  nodules,  var-ying  in  size  from 
a walnut  to  a horse-bean,  all  very  soft,  yellowish-grey 
in  colour,  here  and  there  pigmented,  and  composed 
of  finer  soft  granulations,  having  in  the  main  a 
yellowish-white  colour.  The  larger  masses  are  more 
uniform  on  the  surface,  and  they  are  softer  than  the 
smaller  ones.  They  are  distinctly  circumscribed  from 
the  surrounding  tissue.  In  places  they  break  down 
into  irregular  cavities.  One,  at  the  extreme  apex, 
IS  seen  covered  only  by  a thin  layer  of  pleura, 
apparently  on  the  point  of  sloughing  {see  XI.  2). 
The  greater  part  of  the  apex  is  occupied  by  these 
masses  ; some  non-infiltrated  puhnoirary  tissue,  how- 
ever, intervenes  between  them,  and  is  loaded  with 
serosity. 

The  anterior  margin  is  occupied  by  a grey  exuda- 
tion, infiltrated,  but  not  uniformly,  through  an 
emphysematous  tissue.  This  infiltration  is  homo- 
geneous, glistening,  uniform  on  section,  and  scarcely 
granular.  In  it,  and  also  in  the  emphysematous 
tissue,  are  yellow  masses,  similar  to  those  described 
at  the  apex,  softening  into  small  cavities,  with  which 
this  part  of  the  lung  is  riddled.  The  yellow  masses  are 
sharply  defined  from  the  xmeumonic  infiltration,  and 
they  have  at  the  margin  a racemose  appearance,  as  if 
made  up  of  little  granules  like  those  described  at  the 
apex.  They  also  are  pigmented. 

The  same  grey  infiltration  extends  inwards  at  the 
part  of  the  lung  corresponding  to  the  upper  axillary 
and  scapular  regions  ; and  in  this  infiltration  no- 
dules of  yellow  matter  of  various  sizes  are  seen, 
separated  by  a distinct  line  of  demarcation  from  the 
surrounding  tissue.  They  are  also  abundant  in  x)arts 
where  the  pneumonic  infiltration  exists.  In  many 
parts  they  have  softened  into  small  cavities.  One 
cavity,  in  the  axillary  portion,  is  of  the  size  of  a 
Brazil  nut : it  has  a cheesy  sloughing  base,  but  no 


granulations  are  seen  in  its  floor.  The  lower  lobe  is 
intensely  congested  and  is  loaded  rvith  serosity.  It 
is  occupied  by  smaller  nodules,  of  the  size  of  a hemp- 
seed,  which,  at  the  extreme  margin,  are  conglome- 
rated into  masses  similar  to  those  seen  at  the  apex, 
but  for  the  most  part  these  granulations  are  only 
scattered  singly  or  in  groups  through  this  part  of 
lung.  The  yellow  nodules  of  the  size  of  a hemp-seed 
are  seen,  on  minute  examination,  to  be  again  formed 
by  the  agglomeration  of  smaller  granules  of  the  size 
of  a popxiy-seed,  which  gradually  coalesce.  The 
larger  granulations  stand  out  prominently  from  the 
surface  of  the  lung  and  are  very  soft.  Their  section 
is  smooth. 

The  right  lung  (XI.  1)  also  shows  some  dilata- 
tions of  the  bronchi.  The  apex  is  occupied  with 
large  nodular  masses  of  the  size  of  a Maltese  orange, 
similar  to  those  observed  in  the  other  lung.  The 
upper  half  of  the  lung  is  almost  entirely  occupied  by 
these  masses.  Between  them  is  either  a grey  pneu- 
monic infiltration  or  emphysematous  congested  tis- 
sue, loaded  with  serosity.  The  extreme  base  presents 
the  same  yellow  granules  and  nodules  lying  in  a 
tissue  entirely  consolidated.  There  is  a large  cavity 
in  the  upper  lobe,  with  a dirty-grey  sloughing  floor, 
and  others  of  smaller  size  and  similar  characters  are 
scattered  through  the  upper  two-thirds  of  this  lung. 
The  tissue  beneath  this  sloughing  floor  is  intensely 
hypertemic,  and  is  occupied  by  the  same  grey  pneu- 
monic infiltration.  There  are  no  ordinary  grey 
granulations  of  tubercle  in  either  lung. 

Heart  healthy,  with  the  exception  of  some 
thickening  on  the  mitral  valve. 

Liver,  Spleen,  and  Kidneys  present  no  abnormal 
appearances. 

Stomach  : mucous  membrane  thickened,  espe- 
cially near  j)ylorus.  Intestines.  Injection  com- 
mencing in  jejunum  and  increasing  throughout  ileum. 
This  injection  is  p>articularly  marked  around  Beyer’s 
patches.  One  small  spot  of  ulceration  is  seen  just 
above  the  ileo-C£ecal  valve.  The  solitary  glands  are 
enlarged  throughout  the  small  intestine,  and  in  some 
of  Beyer’s  patches,  single  follicles  are  enlarged.  In 
the  large  intestine,  the  solitary  glands  are  enlarged, 
and  two  are  ulcerated.  The  ulceration  does  not 
rest  on  a caseous  base. 

Microscopic  Examination.  — The  destructive 
processes  in  this  lung  are  of  several  types. 

A.  Large  areas  of  acutely  caseating  xmeumonia. 

B.  Large  areas  of  suppurative  pneumonia. 

0.  Nodules  of  mingled  pneumonic  and  small- 
celled  growth  passing  into  caseation,  and  tending  to 
become  confluent. 

D.  Nodules  of  small-celled  growth. 

E.  Diffuse  small-celled  growth. 

F.  Beribronchial  and  perivascular  small-celled 
growth. 

§ A.  The  areas  of  acutely  caseating  pneumonia 
resemble  those  seen  in  XXXVIII.  3 {Henshaw), 
XXXVI.  4 {Griffin),  and  XXVIII.  6 and  8 {Polley). 
They  commence  apparently  in  an  inflammatory 
process,  in  which  the  alveoli  are  filled  either  with 
an  amorphous  mucous  exudation  like  XXXVIII.  4 
{Henshaw),  or  with  enlarged  epithelial  cells  like 
XXVI.  7 {Ellsom).  The  iirocess  of  caseation,  as 
seen  at  the  margins  of  the  masses  in  which  it  is 
proceeding,  is  apparently  induced  essentially  by  the 
small-celled  growth  in  the  walls  of  the  alveoli,  and  a 
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destruction  of  capillaries,  but  the  precise  mode  in 
which  this  process  occurs  produces  several  variations 
in  appearance  and  character.  The  predominant  type 
resembles  that  seen  in  XXXVII.  1,  2,  3,  and  6 
{Griffin),  and  XL.  6 {Heath),  such  variations  as 
occur  being  due  to  the  greater  or  less  amount  of 
small-celled  growth  in  proportion  to  the  epithelial 
proliferation.  When  the  small- celled  growtli  is  ex- 
tensive, considerable  thickening  of  the  alveolar  walls 
takes  place  antecedent  to  the  caseation,  as  in  XXXIX. 
3.  When  this  is  less  extensive,  the  granular  dis- 
integration takes  place  at  an  earlier  stage,  as  in 
XXXVII.  3,  Griffin.  These  tracts  and  masses  are 
also  formed  in  parts  out  of  processes  similar  to  those 
described  in  § E. 

The  caseous  areas  are  sometimes  diffused  over 
considerable  spaces  ; in  other  parts  they  are  circum- 
scribed and  bounded  by  thickened  interlobular  septa, 
and  then  they  form  lobular  masses.  In  the  latter 
case,  they  sometimes  consist  only  of  an  amorphous 
granular  homogeneous  debris,  enclosed  in  spaces 
marked  out  by  lines  of  hbres  (also  granular),  which 
represent  the  remains  of  the  alveolar  walls. 

§ B.  Suppurative  areas  may,  like  the  foregoing, 
be  either  diffuse  or  circumscribed.  When  diffuse 
they  resemble  the  forms  seen  in  XXXV.  1,  2,  3,  5, 
and  7 [Brodrick,  Smith,  and  S.  Broion).  Areas  like 
XL.  4 {Heath)  are  also  seen.  When  circumscribed 
they  have  the  appearances  seen  in  XXXVI.  1,  2,  3, 
and  5 {Griffin),  and  occasionally  like  XXXIX.  1 
(Lloyd).  They  arise  from  a round-celled  growth, 
taking  the  place  of  the  small- celled  growth  seen  in 
XXXVIII.  2 {Henshaiv).  The  whole  tissue  becomes 
infiltrated  in  this  manner  with  densely  packed  round 
cells,  most  of  which  have  the  character  and  appear- 
ance of  pus-cells  or  white  blood-corpuscles,  while 
others,  non-nucleated,  are  of  the  class  of  ‘ pyoid 
bodies,’  but,  as  a rule,  they  are  without  any  inter- 
posed reticulum.  They  all  pass  rapidly  into  disinte- 
gration, like  XXXV.  2 and  5 {Smith  and  Brodrick), 
or  when  in  circumscribed  areas,  like  XXXVI.  1',  2, 
and  5 {Griffin).  Quasi-suppurative  areas  are  very 
extensive  in  these  lungs.  They  pass  insensibly  into, 
and  are  mingled  in  various  forms  with,  the  caseating 
masses  before  described,  and  they  also  pass  into 
various  types  of  diff'usesmall-celled  interstitial  growth. 

§ C.  Nodules  of  mingled  small-celled  and  epi- 
thelial growth  are  also  common.  They  likewise  tend 
to  form  caseous  masses,  which,  by  their  confluence, 
may  occupy  large  areas.  Their  types  are  various. 
Some  (and  these  are  the  most  common)  resemble 
XXXVII.  5 (Griffin),  and  XXXVIII.  7 (Hall). 
Changes  like  XXXVII.  2 {Griffin)  are  also  found  in 
nodular  masses  passing  at  the  centres  into  caseation. 
Nodules  are  also  found  like  XL.  3,  and  XLIII.  5 
(Jlenf/i),  likewise  undergoing  granular  disintegration. 
Variations  and  intermediate  stages  between  these 
and  XXXV.  4 {Smith),  and  XXXIX.  5 {Overall), 
may  also  be  found.  In  some  places  thickening  of 
the  reticulum  and  fibres  has  proceeded  to  a greater 
extent  before  caseation  occurs,  and  then  it  appears  in 
the  form  of  a granular  disintegration  in  the  midst  of 
nodules  having  the  structure  of  XLI.  2 {Ccorr)  and 
XLI.  7 {Copjnn). 

§ D.  Nodules  entirely,  or  almost  entirely,  com- 
posed of  small-celled  growth,  with  intervening- 
reticular  structure,  also  occur.  Home  are  like  XLI.  (j 
(Cox),  but  a considerable  proportion  are  like  XXX. 
1 and  2 (Acute  Tnhcicle).  Gradations  can  be  seen 


between  these  and  others  like  XXXVII.  5 (Griffin). 
In  some  cases,  nodules  of  small-celled  growth  of  this 
nature,  forming  ‘miliary  tubercles,’  may  be  found 
completely  filling  the  alveoli.  In  others,  buds  and 
projections  extend  into  the  cavities  of  the  alveoli  from 
the  growth  in  their  walls  (see  XXXIX.  3).  These 
nodules  also  pass  into  caseation,  which  commences 
in  their  centres. 

§ E.  Diffuse  small-celled  growth  is  common  over- 
large  areas.  It  is  found  variorrsly  intermingled  with 
epithelial  proliferation  in  the  interior  of  the  alveoli, 
and  has  characters  seen  in  XXXVIII.  8 (Hall),  XL.  2 
(Heath),  XL.  4 (Heath),  and  XXXVII.  2 (Griffin). 
All  these  forms  are  found  passing  into  diffuse  or 
circumscribed  granular  disintegration  (caseation), 
and  produce  tracts  like  XXXVIII.  3 (Henshaw),  and 
XXXVI.  4 (Griffin).  In  some  parts,  where  the  sec- 
tion passes  perpendicularly  in  the  long  axis  of  the 
broirchioles,  the  small-celled  infiltration  appears  in 
the  walls  of  these  as  well  as  in  those  of  the 
pulmonary  infundibula.  Caseation,  suppuration,  and 
m a few  spots  fibroid  induration,  appear  to  arise 
indiscriminately  out  of  this  change.  Giant-cells  are 
numerous  in  the  vicinity  of  nearly  all  the  caseating 
parts,  most  so  around  the  nodular  forms  § C and  § I). 
They  are  of  the  types  of  XXXII.  4,  5,  9,  10  c,  and 
XXXIII.  1,  3 c,  0,  and  11.  In  some  places  they 
surround  the  caseating  masses,  as  in  XXXII.  7,  while 
in  others  they  are  found  singly.  In  a few  spots  they 
are  of  the  types  of  XXXII.  5 and  9,  in  the  midst  of 
nodules  described  in  § C. 

§ F.  Peribronchial  growth  in  the  walls  of  the 
larger  hronchi,  attended  in  a few  spots  with  ulcera- 
tion, is  not  uncommon,  but  it  is  not  the  source  of 
the  greater  part  of  the  destructive  changes  found  in 
this  lung.  Periarterial  growth  is  also  found,  and  in 
some  places  extends  to  the  adjacent  alveolar  walls. 

The  bulk  of  the  destructive  changes  in  this  lung 
are  induced  by  a pneumonia  which  either  caseates 
or  suppurates,  the  latter  process  sometimes  inducing 
the  former,  which,  however,  generally  occurs  with- 
out its  intervention.  The  processes  hy  which  casea- 
tion are  induced  are  various  ; all  concur  in  one 
common  feature,  viz.  the  growth  of  nuclei  in  the 
walls  of  the  capillaries  and  of  tlie  alveoli,  by  which 
the  vascular  circulation  is  arrested,  and  the  same  is 
probably  true  of  the  lymphatics. 

Microscopical  examination  of  the  enlarged  fol- 
licles in  the  intestine  showed  an  infiltration  of  the 
submucous  tissue  with  a small-celled  growth,  iden- 
tical with  that  found  in  other  instances  of  phthisical 
(tubercular  ?)  ulceration  of  these  parts. 

Commentary. — The  following-  points  appear  to 
deserve  especial  attention  in  this  case.  The  acute 
course,  apparently  little  more  than  three  months, 
and  yet  ending  in  extreme  caseation  in  both  lungs. 
Ordinary  pneumonia  does  not,  within  this  period, 
produce  caseation  either  so  intense  as  was  seen  here, 
or  so  acutely  destructive,  except  in  cases  of  abscess 
and  gangrene.  This  process  was  essentially  different 
from  that  of  abscess. 

The  process  was  not,  however,  limited  to  the 
lungs.  In  the  larynx  there  was  ulceration  with  a 
caseous  floor,  and  in  the  intestines  there  was  enlarge- 
ment of  the  lymphatic  follicles,  passing  here  and 
there  into  ulceration.  The  laryngeal  disease  appeared 
to  the  naked  eye  to  be  of  the  same  nature  as  the 
pulmonary.  The  question  may  therefore  be  asked  ; 
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If  the  theory  be  correct  that  the  lung-affection  was 
a ‘ caseous  pneumonia,’  distinct  in  its  essential 
nature  from  all  the  tubercular  affections,  of  what 
nature  is  the  laryngeal  affection  ? Is  it  also  an 
independent  inffammation,  or  a secondary  ‘ caseous 
laryngitis  ’ ? If  secondary,  can  caseous  inflamma- 
tions, besides  being  infective  in  the  production  of 
tubercle,  be  also  infective  in  the  production  of 
secondary  caseous  inflammations  in  distant  organs  ? 
Or,  finally,  are  the  diseases  of  the  larynx  and 
intestine  of  the  same  nature  as  that  of  the  lung,  or 
are  they  different  ? 

I think  that  the  tubercular  nature  of  the  caseous 
pneumonia  is  shown  in  this  case  by  the  character 
of  the  changes  in  the  interstitial  tissue,  and  that  the 
laryngeal  and  intestinal  affections  were  only  part  of  a 
general  disease,  finding  its  first  manifestation  in  the 
lung,  but  subsequently  attacking — and  probably  by 
blood-infection — other  parts.  The  small  caseous 
granulations  (out  of  which  the  large  masses  were 
apparently  formed  in  most  instances)  are,  I believe, 
to  be  regarded  as  the  analogues,  and  as  having, 
in  this  case,  precisely  the  same  pathological 
signification  as  the  grey  granulations  which  are 
observed  in  other  and  less  acute  cases  of  phthisis, 
but  which  here  were  entirely  absent  to  the  naked  eye. 
The  explanation  of  the  caseous  appearance  of  the 
granulations  is,  I think,  that  already  given,  viz. 
that  it  is  due  to  the  amount  of  pneumonia  present, 
and  to  the  acuteness  of  the  destructive  process,  when 
once  the  circulation  has  been  arrested  by  the  small- 
celled  growth. 

How  the  disease  was  acquired  in  this  case  must 
remain  open  to  doubt.  The  nature  of  his  occupation 
affords  a not  improbable  explanation. 

CASE  23. 

Caseating  Tubercular  Pneumonia. 

Plates  XII.,  XXXIII.  figs.  2,  5,  and  6 ; and 
XXXIX.  fig.  1. 

Eef. — Phthisis,  p.  104.  Syphilitic  Disease,  p.  127. 

Summary. — F.  27.  Duration  of  symptoins  fotir- 
teen  loeeks.  Sudden  onset  after  a chill.  Cough  and 
‘purulent  expectoration.  Tivo  lueeks  before  death  there 
‘Were  signs  of  consolidation  cmd  excavation  at  both 
ajrices,  and  throughout  right  lung.  Diarrhoea; 
pyrexia  moderate. — In  both  lungs,  especially  in  the 
right,  were  extensive  tracts  of  grey  gmeumonic  con- 
solidation with  irregular  yelloio  nodules,  both  break- 
ing dotvn  into  sinuous  cavities,  lined  ivith  membrane 
and  caseated  material.  Smaller  nodules  and  granu- 
lations tvere  scattered  through  the  unconsolidated 
parts.  Tubercular  ulceration  of  the  small  intestine. 

•Jane  Lloyd,  getat.  27,  admitted  into  University 
College  Hospital,  April  15,  died  April  30,  1867. 

Family  History. — Father  died  of  bronchitis, 
ffitat.  52.  Mother  living  and  in  good  health.  One 
brother  died  of  fever.  Has  had  two  sisters,  both 
living — one  healthy,  the  other  delicate. 

Personal  History. — Has  had  the  exanthemata  in 
childhood,  also  small-pox,  and  an  attack  of  rheu- 
matic fever  two  years  ago.  Menstruation  commenced 
at  14.  Married  at  16  ; has  had  one  miscarriage  and 
one  child,  who  is  healthy. 

Present  Illness  began  three  months  ago.  Caught 


a violent  cold,  followed  by  cough  ; at  first  it  was  un- 
attended by  expectoration,  but  lately  this  has  become 
profuse.  No  large  luemoptysis,  but  streaks  of  blood 
have  occasionally  appeared  in  the  sputa.  Voice 
has  been  hoarse  without  intermission  for  past  two 
months  ; for  some  time  the  catamenia  have  ceased. 
Bowels  have  been  relaxed  since  commencement  of 
illness.  Appetite  has  failed,  and  she  has  lost  flesh 
considerably,  and  has  had  to  keep  her  bed,  occasionally 
but  not  constantly,  owing  to  weakness. 

State  on  Admission. — Considerable  angemia. 
Marked  but  not  excessive  emaciation.  Skin  hot. 
Deep  cicatrices  in  both  groins.  Pain  behind  sternum. 
Eespiration  accelerated  ; cough  frequent  with  abun- 
dant thick  and  opaque,  green,  non-aerated  sputa. 
Voice  hoarse.  Appetite  defective.  The  physical 
signs  were  those  of  extensive  consolidation  at  both 
apices,  with  excavation  and  still  more  extensive  con- 
solidation in  the  right  lung.  Diarrhcea  existed  from 
time  to  time,  and  she  sank  exhausted  a fortnight  after 
admission.  Her  temperature  was  not  taken  with  regu- 
larity. The  evening  temperature  occasionally  reached 
102°  ; the  morning  temperature  occasionally  101‘5°  ; 
on  a few  occasions  the  morning  temperature  was 
normal,  but  as  a rule  it  ranged  from  99°  to  100°. 

Post-mortem. — Lungs : right  generally  adherent. 
It  is  almost  solid  throughout,  large  tracts  being  oc- 
cupied by  a finely  granular,  ashy-grey  exudation, 
which,  however,  is  redder  in  parts  {see  Plate  XII.) 
Throughout  this  infiltration  are  scattered  yellow 
masses  which  on  section  do  not  project  above  the 
level  of  the  surrounding  infiltration.  They  are  ir- 
regular in  size,  varying  from  a millet-seed  to  a hazel- 
nut, but  their  shape  is  very  irregular  and  their  out- 
line is  sinuous.  They  are  apparently  imbedded  in 
the  surrounding  infiltration  (Plate  XII.  a,  a).  In 
some  places  {b),  these  tracts  can  be  seen  softening 
into  excavations  which  occasionally  progress  by  the 
breaking  down  of  caseous  tracts  of  considerable  size  ; 
finally  they  form  irregular  and  sinuous  cavities  {d,  d), 
surrounded  by  caseous  walls,  in  which  ragged  nodules 
of  caseous  matter  still  exist.  The  cavities,  lined 
with  a dirty  ash-grey  membrane,  in  which  are  caseous 
nodules  and  the  remains  of  vessels,  are  thickly 
scattered  through  all  parts  of  the  lung.  In  such 
portions  of  the  tissue  between  the  excavations  as  are 
not  infiltrated  with  the  pneumonic  exudation  before 
described,  are  yellow-grey  nodules,  in  size  from  a 
millet-seed  to  a hemp-seed,  sometimes  agglomerated 
into  large  racemose  groups.  They  are  all  soft,  and 
have  a granular  section  ; their  margins  are  irregular, 
with  fine  granulations  extending  into  the  surround- 
ing tissue.  In  other  places  these  granulations  are 
whitish  in  colour  ; they  occur  singly  and  in  groups, 
and  in  some  places  are  surrounded  by  a semi-trans- 
parent pigmented  zone,  while  others  of  a similar 
kind  are  situated  in  an  area  of  infiltration. 

The  left  lung  j)resents  appearances  almost  iden- 
tical with  those  of  the  right,  but  the  pneumonic  in- 
filtration is  less  extensive. 

Microscopic  Examination. — The  characteristics 
of  these  lungs  are  chiefly  these  : — • 

A.  Large  tracts  of  pneumonic  change. 

B.  Masses,  either  circumscribed  or  diffuse,  of 
acutely  destructive  pneumonia. 

C.  Areas  of  small-celled  infiltration. 

D.  Perivascular  and  peribronchial  infiltration, 
with  ulceration  and  destruction  of  the  bronchial  w^alls. 
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CASUS  23  {LLOYD),  24  {HALL) 


§ A.  The  pneumonic  infiltration  is  chiefly  of 
the  types  of  XXXVIII.  2 and  4 (Henshaio)  and 
XXVI.  7 {Ellsom).  The  alveoli  are  either  filled 
with  large  epithelial-like  cells,  or  contain  these  more 
sparingly  scattered  in  the  midst  of  an  amorphous  and 
finely  granular  exudation  (mucin).  The  walls,  in 
some  places,  show  a slight  degree  of  nuclear  growth, 
like  XXXVII.  4 {Griffin),  but  large  areas  of  this  are 
not  visible. 

§ B.  Masses  of  destructive  pneumonia  occur  in 
the  midst  of  areas  of  the  diffuse  kind  last  described. 
They  resemble  XXXVIII.  3 (Henshcm),  XXXVII. 
4 {Griffin),  XXVIII.  8 (Polley),  and  XL.  4 {Heath). 
These  destructive  areas  are  for  the  most  part  formed 
by  processes  akin  to  XXXVII.  0 {Griffin),  and  also 
to  XXVIII.  7 {Polley,  Acute  Tubercle).  The  epithe- 
lium perishes  early  within  the  alveoli,  while  a small- 
celled  growth  invades  the  wall,  but  also  perishes 
before  any  notable  thickening  has  occurred.  Other 
areas,  however,  are  akin  to  the  suppurative  destruc- 
tive alveolitis  seen  in  XXXVI.  5 {Grffiti)  and 
XXXV.  5 {Smith).  Both  of  these  forms  of  nodules 
are  often  distinctly  circumscribed,  and  even  when  this 
is  not  the  case,  they  form  rounded  masses,  more  or 
less  defined  from  the  pneumonic  area  by  which  they 
are  surrounded.  At  the  margins,  however,  evidence 
exists  of  the  earlier  stages  in  which  they  originate  ; 
and  they  are  distinctly  of  the  forms  of  XXXVIII.  3 
(Henshaiv),  and  apparently  originate  like  XXVIII.  7 
{Policy).  They  are  often  surrounded  by  a series  of 
giant-cells,  similar  in  distribution  to  those  seen  in 
XXXII.  7 {Smith),  and  in  some  instances  by  a zone 
of  small-celled  infiltration  {see  XXXIX.  1).  In  other- 
cases  the  necrotic  areas  originate  in  processes  resem- 
bling XL.  1 and  3 {Heath),  where  iirterstitial  growth 
proceeds  to  a greater  exteirt  before  caseation  occurs. 
In  some  of  the  alveoli,  duriirg  this  stage,  giant-cells 
may  be  frequently  seen,  but  they  are  not  constant. 
Transitional  forms  between  these  and  XXXVII.  2 
{Griffin),  and  XXXVIII.  8 {Hall),  may  also  he 
occasionally  observed. 

All  these  pneumonic  areas  tend  to  soften  and 
break  down  in  their  centres,  and  they  are  undoubt- 
edly the  origin  of  the  greater  part  of  the  excavations 
found  in  these  lungs. 

§ C.  Small-celled  infiltrations  are  not  very  exten- 
sive in  this  lung.  They  do,  however,  occur  in  forms 
like  XL.  2 {HecUh),  and  also  mingled  with  pneumonic 
products  like  XXXVIII.  8 {Hall).  In  some  places 
they  agglomerate  in  dense,  rounded  masses  having  all 
the  characters  of  miliary  tubercle,  and  resembling 
XXXV.  (i  {Smith)  and  XLI.  6 {Cox). 

§ D.  Perivascular  infiltration  with  small-celled 
growth  is  not  uncommon.  Peribronchial  infiltration, 
with  subsequent  ulceration,  occurs  in  a few  spots,  but 
is  comparatively  infrequent  compared  with  the  de- 
structive pneumonic  processes  previously  described. 

CASE 

Acute  Phthisis  ; Caseating  Tubercular 
Pneumonia. 

Plates  XIV.  fig.  2 ; XXXVIII.  figs.  7,  8,  9,  and  10. 

EeL— Phthisis,  p.  94  ; Syphilitic  Disease,  p.  127. 

Summary. — F.  23.  For  twelve  months  before 
death,  comjh,  progressive  emaciation,  and,  later, 


occasional  hamoptysis.  During  the  last  three  weeks 
of  life,  considerable  persistent  g^yi'^Fa  and  great 
exhaustion.  Signs  of  consolidation  and  excavation  in 
the  upper  petrts  of  both  lungs,  with  general  imperfect 
resonance  excep>t  at  the  bases. — Grey  pneumonic  in- 
filtration in  upper  and  middle  parts  of  both  lungs  ; 
caseous  masses  at  apices,  nmnerous  cavities,  some 
ivith  smooth  and  some  with  sloughing  ivalls ; in 
lower  lobes  small  opacyue  agglomerated  granulations. 
Enlargement  and  ulceration  of  follicular  glands  of 
intestine. 

Margaret  Hall,  letat.  23,  married  ; admitted 
University  College  Hospital  March  20;  died  April  13, 
18G8. 

Family  History.See  that  of  Mary  Corney 
{Case  25),  whose  sister  she  is. 

Personal  History. — Worked  in  manufactory  of 
percussion  caps  before  marriage.  Married  about 
three  years.  Has  not  lived  well  of  late.  Has  one 
child,  born  fourteen  months  ago.  Good  health, 
with  exception  of  infantile  diseases,  up  to  date  of 
present  illness,  which  commenced  about  two  months 
alter  birth  of  child,  with  cough ; began  abruptly, 
without  apparent  cause.  Since  then  slie  has  grown 
progressively  weaker,  and  the  cough  has  increased 
in  severity.  Three  months  ago  she  had  a consider- 
able hfemoptysis  (one  pint),  and  luemoptysis  has 
occurred  to  a less  degree  on  several  subsequent  occa- 
sions. She  has  grown  rapidly  weaker  of  late. 

State  on  Admission . — Extreme  anasmia,  but  lips 
cyanotic  and  hectic  flush  on  cheeks.  Looks  very 
ill  and  emaciated.  Fingers  taper  ; ends  slightly 
clubbed.  Cough  frequent ; expectoration  copious,  of 
dense  masses  of  greenish -yellow  colour. 

Chest  fairly  well-formed.  Distinct  flattening  in 
both  infra-clavicular  regions,  especially  on  left  side. 
Signs  of  absolute  consolidation  and  excavation  at 
both  apices,  front  and  back.  General  deficiency  of 
pulmonary  resonance  over  both  lungs,  except  at 
bases,  where  there  is  hyperresonance.  Blowing  and 
bronchial  breathing,  mingled  with  metallic  rales,  is 
heard  over  greater  part  of  upper  portions  of  both 
lungs.  Some  coarse  rales  also  heard  at  bases. 

Nausea  after  food.  No  diarrhoea.  Excessive 
thirst.  Tongue  red,  covered  with  thin,  dry  fur.  Voice 
natural  ; no  pain  on  swallowing.  Urine,  except  on 
one  occasion,  free  from  albumen.  She  sank  rapidly, 
and  died  on  April  13. 

The  resjuration  was  rapid  throughout,  varying 
from  34  to  64.  The  pulse  varied  from  112  to  148. 
The  pule-respii’ation  ratio  varied  from  1 ; 2f- 
(morning)  to_l  ; 1^  evening.  The  mean  morning 
temperature,  in  seventeen  observations,  was  102-2°. 
The  mean  evening  temperature,  in  nine  observations, 
was  103-3°.  The  morniug  temperature  on  three 
occasions  reached  104°  ; on  four  occasions  ranged 
from  103°  to  104°  ; on  five  occasions  from  101°  tol02°  ; 
on  three  occasions  from  101°  to  102°  ; and  on  three 
from  100°  to  101°.  It  never  fell  either  to  normal  or 
to  subnormal.  The  evening  temperature  w'as  on 
all  occasions  between  103°  and  104°.  Tlie  mean 
exacerbation  from  morning  to  evening  in  seven 
observations  was  1-2°,  the  maximum  being  2'2° 
and  the  minimum  0-4°.  The  mean  remission  from 
evening  to  morning,  in  six  observations,  was  1°,  the 
Inghest  being  1-6°  and  the  lowest  0-3°.  Exacerba- 
tions from  evening  to  morning  were  observed  on  two 
occasions,  the  highest  being  1°  and  the  lowest  0-2°. 
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CASE  24  {HALL) 


One  remission  from  morning  to  evening  of  0‘4°  is 
recorded. 

Post-mortem. — Lungs  : Botb  lungs  firmly  adhe- 
rent tlironghout.  Bight  lung  : At  the  posterior  part 
of  the  apex  is  a firm  and  fibrous  tract  of  limited 
extent.  Below  this,  the  whole  of  upper  and  middle 
lobes  are  infiltrated  with  a grey  pneumonia,  which 
passes  at  the  apex  into  solid  masses  of  cheesy  matter. 
Both  of  these  lobes  are  riddled  with  cavities,  contain- 
ing softened  cheesy  material  capable  of  being  washed 
out  with  water.  Some  cavities  communicate  with 
one  another  ; others  do  not.  Their  walls  are  lined 
wdth  a dirty  ash-grey  membrane,  sinooth  and  glisten- 
ing, in  which  no  granulations  are  seen.  In  the 
upper  part  of  the  low'er  lobe  is  a similar  infiltration, 
uniform  above  and  passing  below  into  isolated 
nodules,  composed  of  small  granulations  agglome- 
rated together,  soft  but  not  cheesy,  semi-opaque,  and 
greyish-white  in  colour,  wdiich  are  thickly  scattered 
through  an  emphysematous  tissue. 

Left  lung. — Appearance  similar  to  that  of  right. 
It  contains  numerous  cavities,  filled  wdth  a dirty 
puriform  matter,  lined  with  a yellow  sloughing 
material.  The  cavities  are  surrounded  by  a semi- 
transparent grey  infiltration  (XIV.  2,  a a),  which 
occupies  the  greater  part  of  the  upper  lobe.  In  it 
are  caseous  masses,  wdiich  present  various  stages 
of  softening  into  cavities  {b  d).  Below  this  (c)  is 
an  infiltration,  in  part  semi-transparent,  wdthout  any 
granular  look  of  the  surface,  but  passing  into  a semi- 
opaque consolidation,  which  again  passes  gradually 
into  an  injected  and  emphysematous  tissue.  In  this 
emphysematous  tissue,  soft,  isolated  granulations  are 
seen,  and  in  some  parts  there  are  nodular  patches,  of 
a dry,  firm,  opaque  appearance,  and  distinctly  granular 
surface. 

Larynx  healthy. 

Intestines. — Solitary  glands  of  ileum  much 
enlarged.  A little  lower,  they  are  seen  to  be  opaque 
and  cheesy,  and  are  surrounded  by  a zone  of  injec- 
tion. Still  lower,  Beyer’s  patches  are  dotted  over 
wdth  small  milk-white  spots,  which,  near  the  end  of 
the  ileum,  are  replaced  by  spots  of  punctiform 
ulceration. 

Stomach  intensely  catarrhal. 

Kidneys  cloudy. 

Liver  presents  early  stage  of  lardaceous  disease. 

The  Microscopic  Appearances  in  these  lungs 
are  the  followdng  : — 

A.  Large  areas  of  pneumonic  infiltration,  charac- 
terised by  the  alveoli  being  filled  with  very  large 
epithelial  cells. 

B.  Large  areas  of  caseous  pneumonia. 

C.  Areas  of  suppurative  or  destructive  pneumonia. 

D.  Diffuse  small-celled  growth. 

E.  Nodules  of  small-celled  growdh. 

F.  Nodules  of  mingled  epithelial  and  small-celled 
growth  undergoing  caseation. 

G.  Perivascular  and  peribronchial  small-celled 
growdh  ; the  latter  occasionally-  passing  into  ulcera- 
tion. 

§ A.  Areas  of  pneumonia,  distinguished  by  the 
size  of  the  epithelial  cells  filling  the  alveoli,  are 
found  abundantly  throughout  these  lungs.  They 
occur  in  places  wdthout  manifest  thickening  of  the 
walls,  like  XXVI.  7 (Ellsom).  In  other  places 
nuclear  growdhs  are  seen  forming  in  the  walls. 


The  epithelial  cells  {see  XXXVIII.  8,  a a)  are  large, 
increasing  from  xoTm  xa’oTr  inch  in  diameter. 
Many  of  them  contain  tw'o,  and  frequently  three,  or 
even  four  nuclei.  The  contents  of  the  cells  are,  for 
the  most  part,  homogeneous  and  transparent.  The 
tracts  tend  to  pass  insensibly  into  the  areas  of  caseous 
and  suppurating  destructive  process  next  to  be 
described,  but  only  through  the  various  intermediate 
changes. 

§ B.  The  areas  of  caseous  pneumonia  resemble 
XXXVIII.  9,  and  are  also  like  XXXVI.  4 and  5 
(Griffin),  and  XXVIII.  6 and  8 (Polley,  Acute  Tu- 
bercle). They  occur  in  a diffuse  and  also  in  a circum- 
scribed form.  In  the  latter,  they  resemble  XXXVI. 

1 (Griffin).  In  both  they  appear  to  originate  from 
changes  akin  to  those  described  in  Griffin  (Case  19), 
by  the  growdh  of  nuclei  in  the  alveolar  wall,  like 
XXXVII.  2 and  6.  In  some  places  they  are  preceded 
by  a large-celled  epithelial  formation,  but,-  as  at  the 
margins  where  caseation  is  proceeding,  the  epithelial 
cells  disappear  and  are  mingled  with  a gradually 
increasing  small-celled  growth.  In  other  places  the 
epithelial  formation  is  less  abundant,  and  the  small- 
celled  growdh  predominates. 

§ 0.  The  areas  of  suppuration  resemble  those 
seen  in  XXXV.  1 (Brodrick).  They  pass  into  com- 
pletely destructive  changes,  like  XXXV.  5 (Smith). 
The  processes  by  wdiich  they  occur  resemble  those 
described  in  these  instances  (Cases  18  and  28). 

§ I).  Diffuse  areas  of  small- celled  growth  are 
very  abundant.  They  are  seen  in  XXXVIII.  8,  and 
resemble  XL.  2 (Heath).  In  other  parts,  large  tracts 
are  found,  like  XXXVII.  6 and  7 (Griffin),  XXXIX. 

2 and  3 (/.  Thomas  and  Gardiner).  In  some  parts, 
they  enclose  alveoli  containing  large'^epithelial  cells  ; 
in  others,  the  alveolar  structure  has  disappeared  ; in 
others,  again,  they  produce  great  thickening  of  the 
walls  of  the  alveoli  and  narrowing  of  their  cavities, 
similar  to  XXXVIII.  1 (Henshaw) , and  XXVIII.  9 
and  10  (Polley,  Acute  Tubercle). 

§ E.  Nodules  of  small-celled  growdh  are  seen,  in 
some  places  originating  like  XL.  1 and  3 (Heath), 
and  in  others  growing  into  dense  masses,  in  which 
only  the  small-celled  reticulated  structure  is  appa- 
rent, like  XXX.  1 (Acute  Tubercle).  In  others,  a 
growth  like  XXXVII.  7 ( Griffin)  extends  in  one  part 
of  the  wall  of  the  alveoli,  forming  a quasi-rounded 
mass. 

§ F.  Nodules  of  mingled  epithelial  and  small- 
celled  growth  are  common.  Some  resemble 
XXXVlil.  7 aird  also  XXXVII.  5 (Griffin).  Others, 
which  are  numerous,  arise  from  changes  like 
XXXVII.  2 (Griffin)  assuming  the  nodular  form. 
All  these  pass,  appareirtly  wdth  great  rapidity,  into 
caseous  change,  and  form  circumscribed  nodules  of 
detritus,  surrounded  by  a pigmented  thickened  w'all, 
like  XXXIX.  7 (Univin)-,  XXXIX.  5 (Overall)-, 
XLIII.  5 (Heath),  and  in  some  places  like  XXXII.  7 
(Smith). 

Giant-cells  are  occasionally  seen  round  these 
nodules,  and  also  round  the  masses  of  caseating 
pneumonia.  They  are  not  numerous  in  these  lungs. 
When  present,  they  are  for  the  most  part  of  the 
types  of  XXXII.  10,  a;  and  XXXIII.  11.  The  de- 
structive processes  in  this  lung  are  by  the  caseation 
of  large  tracts,  through  the  formation  of  small-celled 
growth  in  the  alveolar  walls,  and  also  by  the  co- 
alescence of  nodular  growths  (§  F)  wdth  larger  areas 
of  destruciion 


CASE  25  (CORNET) 


19 


CASE  25. 

Chronic  Phthisis  ; Indurating  Tubercular 
Pneumonia. 

Plate  XIV.  fig.  1. 

Summary. — F.  17.  Family  tendency  to  yjhtliisis. 
Chronic  cough  for  several  years ; 2 years  before 
death,  signs  of  consolidation  in  upper  part  of  each 
lung  and  of  excavation  in  left.  Temperature  slightly 
raised.  Three  months  before  death,  the  signs  of 
consolidation  had  increased  in  the  left  lung,  and 
those  of  excavation  had  appeared  at  the  right  apex. 
Cough  frequent ; sputa  tenacious.  Pyrexia  moderate 
but  almost  continuous. — Left  lung  adhcren  t,  extremely 
contracted  : both  lungs  contain  large  cavities,  sepa- 
rated by  fibroid  tissue,  in  which  (and  also  in  the  re- 
maining pnihnonary  tissue  of  the  lower  lobes)  were 
cheesy  nodules  and  tracts,  together  toith  grey  granu- 
lations. 

Mary  Corney,  letat.  17,  single  ; admitted  into 
University  College  Hospital  under  Sir  William 
•Tenner,  November  13th,  1865  ; died  February,  1808. 

Family  History. — Father  and  mother  both  living 
and  healthy ; have  had  four  children ; one  died 
aatat.  3 ; a sister  died  of  phthisis  before  patient,  and 
another  sister  died  here  subsequently  of  acute  phthisis 
{Case  2f,  Mrs.  Hall). 

Personal  History. — Has  worked  in  close  room  for 
some  years,  crowded  with  other  workers.  Cata- 
menia appeared  last  Christmas  and  have  been  regular 
since.  Appetite  has  been  bad  for  years;  and  patient 
has  been  subject  to  coughs,  for  wliich  she  has  been 
repeatedly  an  out-patient  of  the  hospital.  She  has 
had  a continuous  cough  all  the  last  summer,  and 
lately  had  a sharp  pain  diffused  over  the  left  side. 
She  was  known  to  me  as  a phthisical  out-patient  for 
some  years  before  her  admission,  but  I have  no  re- 
cord of  her  physical  signs. 

State  on  Admission. — A puny,  ill-nourished  girl, 
who  looked  younger  than  her  real  age.  Dyspnoea 
after  talking,  with  action  of  aliu  nasi.  Pulse  90, 
Respiration  60.  Chest  very  small  ; deep  antero- 
posterior, narrow  transverse  diameter  ; lower  regions 
contracted  ; left  infraclavicular  region  fiattened  ; ex- 
traordinary movements  greatly  in  excess.  There 
were  physical  signs  of  consolidation  in  both  apices, 
front  and  back.  In  the  left  these  extended  through 
the  greater  part  of  the  front,  and  at  the  back  to  below 
the  spine  of  the  scapula.  In  the  right,  there  was  conso- 
lidation to  nearly  the  middle  of  the  scapula.  There 
were  also  signs  of  excavation  at  the  left  apex.  Both 
bases  were  hyperresonant,  but  moist  rales  were  heard 
to  the  extreme  left  base,  and  friction  also  was  present 
there.  The  sputa  were  mucoid  and  frothy. 

The  temperature  varied  from  99°  morning,  to  100° 
evening,  and  one  occasion  reached  103°  in  the  evening, 
but  gradually  subsided.  The  urine  was  free  from 
albumen. 

The  rales  in  her  cliest  diminished,  but  had  not 
entirely  ceased  when  she  left  the  hospital  on  January 
8,  1866. 

She  remained  at  home,  occasionally  attending 
as  an  out-patient,  and  taking  cod-liver  oil,  until 
October  1867,  when  an  aggravation  of  her  illness 
brought  her  again  to  the  hospital.  There  was  then 
considerable anaunia.  Breathing  was  rapid,  pulse  100, 


resp.  52.  The  signs  of  consolidation  had  increased 
very  little  in  the  right  lung,  but  there  were  indica- 
tions of  a cavity  there.  The  signs  of  excavation  had 
increased  in  area  in  the  left  apex,  and  those  of  con- 
solidation had  also  advanced,  occupying  the  greater 
part  of  the  anterior  and  axillary  regions  on  this  side, 
and  leaving  only  a small  area  of  pulmonary  reson- 
ance in  the  middle  third  of  the  back.  Bubbling  rales 
w^ere  also  heard  in  the  lower  portions  of  the  lung. 
The  cough  was  frequent.  The  sputa  were  tenacious, 
nummulated,  mingled  with  masses  like  grains  of  rice. 

The  heart’s  sounds  were  healthy,  except  for 
accentuation  of  the  second  sound  at  the  base.  The 
urine  was  free  from  albumen.  The  appetite  was  bad, 
but  there  was  no  diarrhoea. 

She  gradually  grew’  w’eaker,  and  left  the  hospital 
at  her  own  desire,  at  the  end  of  January,  and  died 
shortly  afterwards  at  home. 

Her  temperature,  during  her  stay  in  hospital, 
w’as  almost  continuously  feljrile  ; 10B'4°  w’as  reached 
on  two  occasions,  once  in  the  morning  and  once  in 
the  evening.  The  mean  morning  temperature  in 
74  days  was  98'9°.  The  mean  evening  temperature, 
in  38  observations  (days),  w’as  99'5°.  Temperatures 
between  98°  and  97°  were  observed  occasionally  both 
in  the  morning  and  evening.  The  maximum  remis- 
sion from  evening  to  morning  was  from  4°  to  5°.  The 
mean  of  17  observations  was  1-2°,  but  in  27  percent, 
of  these  the  remissions  did  not  exceed  1°  and  in  81  per 
cent,  they  did  not  exceed  2°.  Exacerbations  from 
morning  to  evening  were  recorded  on  15  days;  the 
maximum  w'asfrom  2°  to  3°,  59  per  cent,  were  under 
1°  ; 86  per  cent,  w’ere  under  2°.  Exacerbations  from 
evening  to  morning  occurred  on  8 days  ; the  maxi- 
mum W’as  from  2°  to  3°,  the  mean  1° ; in  50  per  cent, 
they  W’ere  less  than  1°,  in  87  per  cent,  they  wnre  less 
than  2°.  Remissions  from  morning  to  evening  were 
recorded  on  11  days.  In  none  did  these  exceed  2°, 
and  in  63  per  cent,  they  W’ere  under  1°. 

Post-mortem. — The  organs  removed  after  deatli 
presented  the  follow'ing  appearances. 

Larynx  and  Trachea  healthy.  Glands  at  low’er 
end  of  trachea  slightly  enlarged. 

Lungs. — Left  firmly  adherent  throughout.  Some 
recent  lymph  at  base  of  right  lung. 

Left  lung  contracted  to  little  more  than  a (juarter 
of  the  normal  size,  surrounded  by  a dense  capsule  of 
thickened  pleura.  There  is  scarcely  any  pulmonary 
tissue  left  in  this  lung,  except  in  a portion  of  the 
lower  lobe.  The  tissue  is  otherwise  dense  and  solid, 
w’ith  fibroid  structure.  The  shrunken  upper  lobe  is 
almost  entirely  occupied  by  two  cavities,  each  capable 
of  holding  a Maltese  orange.  They  have  evidently 
been  formed  by  ulceration,  and  they  contain  cheesy 
masses  in  their  fioor.  One  or  tw^o  smaller  ones  of  a 
similar  nature  are  seen  in  the  low’er  lobes.  Nodules 
of  cheesy  matter  are  found  scattered  throughout  the 
lower  lobes,  some  softening  into  cavities.  The  walls 
of  the  bronchi,  passing  into  the  densely  indurated 
tissue,  are  much  thickened.  In  some  parts  the 
bronchi  are  dilated.  No  trace  of  grey  granulations 
or  of  recent  tubercle  is  to  be  found  in  the  lung. 

The  right  lung  has  its  apex  occupied  by  a dense 
fibrous  tissue,  in  which  caseous  nodules  are  thickly 
scattered,  and  in  w’hich  dilated  lu'onchi  are  seen. 
There  is  also  here  a large  mass  of  soft  caseous 
material.  Immediately  below’  this  there  is  a cavity, 
the  size  of  a Maltese  orange.  In  the  rest  of  this 
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lobe,  the  tissue  of  which  is  emphysematous,  are 
scattered  isolated  grey  granulations,  which  also 
occur  in  indurated  groups  and  patches.  The  lower- 
half  of  the  inferior  lobe  (XIV.  1)  is  occupied  by  a 
pneumonic  intiltration,  reddish  in  places,  but  for  the 
most  part  grey,  and  finely  granular.  It  preseirts 
similar  indrrration  and  granulation.  Bronchial 
glands  pigmented,  and  in  some  places  softened  in 
their  interior  into  a grumous  debris. 

Intestines. — Small  intestine  free  from  ulceration. 
No  enlargement  of  solitary  or  of  agminated  glands. 
Tubercular  ulceration  in  ciecum. 

Liver  fatty.  Sixteen  soft  and  pulpy. 

Kidneys  healthy  to  naked  eye. 

Heart.—  Wall  of  right  ventricle  thickened ; 
measures  | inch  ; tissue  much  indurated. 

The  preparation  of  this  lung  was  unfortunately 
lost,  so  that  I am  unable  to  describe  the  histological 
appearance.  I have,  however,  thought  it  best  to  in- 
troduce the  figure  and  the  descrijition  as  illustrating 
the  difference  of  the  pulmonary  affection  in  two 
sisters,  the  companion  figures  in  this  plate  being 
from  the  lung  of  her  sister  (Hall,  Case  24),  who  died 
of  acute  pneumonic  phthisis. 

CASE  26. 

Chronic  Phthisis  ; Indurating 
Tuberculisation. 

Plates  X.  figs.  5,  6 ; XL.  figs.  1 to  6 ; XLIII.  fig.  5. 

Eef.— Phthisis,  pp.  64,  95,  97. 

Summary. — F.  36.  No  hnoicn  inheritance. 
Pleurisy  and  rheumatism  tivelve  and  three  years 
before;  the  last  time  ivith  Immoptysis.  Gough, 
weakness,  and  hcmiogdysis  develo2)ed  nine  months 
before  death,  with  dyspnoea  and  night  sioeats.  Signs 
of  consolidation  and  excavation  in  upgwr  half  of  right 
lung,  and  at  aj)cx  of  left : bronchitic  rales.  Con- 
tinuous but  moderate  pyrexia. — Bight  lung,  inupper 
part,  a series  of  very  large  cavities  lined  ivith  con- 
gested membrane  and  surrounded  by  indurated  lung - 
tissue  : lower  portion  partly  fibroid,  piartly  solid  from 
recent  pneumonia  and  containing  granulations  and 
larger  cheesy  nodules.  Left  lung  piresented  tracts  of 
fibroid  change  in  upipier  piart,  some  emphysema,  a 
few  cavities  and  granulations.  Tubercular  ulcera- 
tion of  small  intestine.  ‘ Sago  sgdeen.’  Localised 
pelvic  peritonitis. 

Esther  Heath,  letat.  36,  unmarried,  admitted 
University  College  Hospital  April  18,  and  died 
August  21,  1868. 

Family  History.- — No  hereditary  predisposition  to 
phthisis  known.  Mother  died  in  childbed.  Father 
living,  ®tat.  59  ; suffers  at  times  from  ‘ rheumatic 
gout.’ 

Personal  History. — Has  been  in  early  life  in 
domestic  service  ; for  last  six  years  a dressmaker. 
Has  always  lived  in  healthy  houses,  and  has  had 
sufficient  food  and  clothing.  Abstemious  from 
alcohol,  but  has  drunk  much  strong  tea. 

Previous  Illness. — Had  scarlatina  and  dropsy, 
with  some  lung  complication,  when  letat.  11.  Twelve 
years  ago,  letat.  24,  she  had  typhus  (typhoid  ?)  fever, 
with  jaundice  and  bronchitis,  followed  by  rheumatic 
fever  and  pleurisy  ; was  in  St.  Mary’s  Hospital  during 
three  months  and  was  discharged  cured,  but  has  not 


been  strong  since.  Three  years  ago  had  ‘ inflamma- 
tion of  the  kidneys,’  rheumatism,  and  double  pleurisy, 
followed  by  abscesses  over  the  ischia  on  both  sides  ; 
recovered,  but  about  this  time  had  hfemoptysis, 
scarlet-coloured  and  frothy,  which  continued  for 
some  days — brought  up  in  all  about  a teacupful. 
No  return  until  present  illness. 

Present  Hhiess  began  November  1867  (six  months 
ago).  Had  been  much  exposed  to  cold  and  wet  in 
walking  to  and  from  her  place  of  business,  and  re- 
mained on  one  occasion  in  wet  clothes.  She  first 
noticed  cough,  with  great  soreness  behind  the 
sternum,  followed  by  dyspnoea.  Has  repeatedly  spat 
blood  (in  small  quantities)  during  the  last  six 
months.  She  has  lost  strength,  and  the  dyspnoea 
has  increased.  The  appetite  has  become  capricious, 
and  there  has  been  occasional  vomiting.  She  has 
had  two  attacks  of  diarrhoea,  has  lost  much  flesh, 
and  has  perspired  profusely.  Menstruation  has  been 
regular  until  the  last  two  months  ; since  then  the 
catamenia  have  not  appeared. 

State  on  Admission. — Pallid  : ainemia  distinct, 
but  not  excessive.  Cyanosis  to  moderate  degree. 
Considerable  wasting.  Ends  of  fingers  clubbed  and 
nails  incurvated.  Skin  pungently  hot,  perspires 
much  at  night.  Some  enlarged  and  painful  glands 
in  right  axilla  ; others  slightly  enlarged  but  not 
painful  in  left  axilla.  Cough  frequent  : expectoration 
copious,  in  dense  nummulated  masses. 

Chest  w-ell-formed  : some  flattening  under  both 
clavicles.  The  physical  signs  were  those  of  consoli- 
dation of  the  whole  of  the  right  apex,  extending 
posteriorly  to  the  lower  border  of  the  scapula,  and 
anteriorly  to  the  4th  rib.  Over  the  greater  part  of 
this  area  there  were  signs  of  excavation.  The  base 
also  was  dull,  with  weak  breathing.  Moist  rales 
were  heard  over  the  whole  lung.  The  left  apex  also 
gave  evidence  of  consolidation  with  some  excava- 
tion. The  axillary  and  postero-inferior  regions  on  this 
side  were  hyperresonant.  The  respiration  here  was 
exaggerated,  but  attended  by  friction  and  sonorous 
rales.  The  heart’s  position  and  sounds  were  normal. 

The  urine  was  free  throughout  from  albumen  and 
sugar,  but  at  times  deposited  lithates. 

There  was  much  thirst,  anaemia,  heartburn, 
occasional  epigastric  pain,  and  flatulence.  The 
bowels  were  for  the  most  part  regular,  but  she 
suffered  occasionally  from  diarrhoea.  She  continued 
to  lose  strength,  and  died  on  August  21,  1868. 

The  Temperature  was  seldom  high.  The  mean 
of  sixty-nine  morning  observations  was  100'7°,  that  of 
thirteen  evening  observations  was  101 ‘5°.  The  fever 
was,  however,  almost  continuous.  The  morning 
temperature  was  only  on  two  occasions  below  99°,  and 
only  on  twelve  below  100°.  On  thirty-one,  out  of 
sixty-nine  days,  it  exceeded  101°,  reaching  102°  on  six 
days  and  103°  on  two  days. 

The  evening  temperature,  taken  less  frequently, 
always  exceeded  101°  (except  on  two  occasions,  when 
it  was  100°) ; 103'2°  was  observed  once,  and  102°  twice. 
No  subnormal  temperatures  were  observed.  The 
mean  of  the  exacerbations  from  morning  to  evening 
was  0'8°,  the  maximum  being  1’3°,  the  minimum  0'2°. 
The  mean  of  the  remissions  from  evening  to  morning 
was  1-1°,  the  maximum  being  2'7°  and  the  minimum 
O' 4°.  On  two  occasions  the  temperature  fell  from 
morning  to  evening  by  0 2°  and  0'4°.  On  two  occa- 
sions exacerbations  occurred  from  the  evening  to  the 
following  morning  of  1°  and  0'2°. 
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Tlie  morning  pulse  varied  from  152  to  92,  with  a 
mean  of  106  ; the  evening  pulse  varied  from  100  to 
126.  The  respirations  varied  from  22  to  36. 

PosT-MOETEM  twelve  hours  after  death. — En- 
larged glands  in  anterior  mediastinum.  Heart  dis- 
placed, lying  almost  entirely  to  right  of  middle  line. 
Pericardium  almost  universally  adherent.  Eight 
lung  strongly  adherent  throughout  to  the  chest-wall 
and  to  the  pericardium.  Left  lung  emphysematous 
at  anterior  margin  ; moderately  adherent. 

Larynx  free  from  ulceration. 

Lungs. — Bronchi  open  in  right  lung  into  a 
series  of  cavities  at  the  apex,  which  occupy  nearly 
the  whole  of  the  upper  lobe,  and  extend  into  the 
middle  lobe.  The  cavities,  the  largest  of  which  is 
capable  of  holding  an  orange,  are  irregular,  sinuous, 
and  crossed  in  all  directions  by  bands.  They  are 
lined  by  a highly-injected  and  deeply  ecchymosed 
false  membrane,  in  which  lie  cheesy  nodules.  The 
walls,  in  many  cases,  consist  of  little  but  thickened 
pleura  and  indurated  pulmonary  tissue.  The  re- 
mains of  the  lung  between  the  cavities  consist  of 
indurated  pulmonary  tissue,  deeply  pigmented  and 
traversed  by  ulcerated  bronchi.  In  this  tissue  are 
seen  some  caseous  masses,  and  some  nodules  of  in- 
duration. Of  the  lower  lobe,  in  which  also  are  some 
cavities,  the  upper  portion  is  consolidated  in  part  by 
a semi-cartilaginous,  fibroid,  pigmented  induration, 

I and  in  part  by  a more  recent  pneumonic  infiltration. 

; Below  this,  the  lung  is  emphysematous,  traversed 

by  tracts  of  iron-grey,  indurated  tissue,  in  which  are 
interspersed  nodules,  single  and  in  racemose  groups, 
surrounded  by  a zone  of  pigment,  which  can  be  seen 
; in  many  parts  to  be  undergoing  a fibroid  change 
i (X.  5).  These  granulations  and  masses  of  granula- 
j tions  are  scattered  throughout  this  part  of  the  lung. 

I Mingled  with  these  are  large  isolated  cheesy  nodules, 

I which  vary  in  size,  many  of  them  attaining  that  of 
i a pea,  and  are  surrounded  by  a zone  of  indurated 
tissue,  which  is  deeply  pigmented.  These  masses 
are  also  seen  interspersed  among  the  smaller  indu- 
rated granulations  situated  in  the  midst  of  indurated 
tissue  (see  X.  5 and  6).  In  this  tissue  are  also  some 
large,  soft,  and  semi-transparent  granulations  (recent 
pneumonic  granulations).  Some  of  these  become 
confluent,  and  there  are  in  addition  tracts  of  limited 
areas  of  a grey  pneumonic  infiltration. 

The  left  lung  is  highly  emphysematous  at  the 
base  and  anterior  border.  In  the  upper  lobe  there 
are  large  tracts  of  fibroid  change,  through  which  are 
scattered  small  granulations,  both  indurated  and 
caseous,  similar  to  tliose  observed  in  the  right  lung. 
Some  semi-transparent  granulations  are  also  scattered 
through  this  tissue.  In  the  midst  of  these  are  a few 
cavities  lined  by  a highly  injected  false  membrane, 
similar  to  those  seen  in  the  riglit  lung,  Init  none 
larger  than  a walnut.  In  the  emphysematous  tissue 
of  the  lower  lobe  are  some  large,  soft,  semi-transparent 
granulations,  similar  to  those  seen  in  the  base  of  the 
other  lung.  The  bronchi  of  this  lung  are  very 
extensively  ulcerated  into  small  cavities. 

J/en/rh— Muscular  tissue  pale,  evidently  fatty. 
Flaps  of  tricuspid  valve  are  shortened  and  somewhat 
thickened.  Flaps  of  mitral  valve  much  puckered  and 
shortened,  with  many  granulations  on  surface  : aortic 
valves  healthy. 

Liver  weighs  4 lbs.  6ozs. ; fatty  ; capsule  separates 
easily  ; tissue  does  not  stain  with  iodine. 


Stomach. — Mucous  membrane  presents  a few 
aphthous  ulcerations. 

Intestines. — Mucous  membrane  of  lower  end  of 
ileum  thickened,  presenting  numerous  scattered 
superficial  ulcerations,  aphthous  in  appearance,  and 
not  connected  with  the  follicular  structures.  Close 
to  ileo-c£ecal  valve  there  are  numerous  ulcerations  of 
tubercular  type,  having  everted  edges  and  a tubercular 
floor.  Colon  throughout  much  pigmented  and  thick- 
ened, covered  with  scattered  serpiginous  ulcers,  which 
tend  to  run  in  lines  along  the  longitudinal  bands. 
These  ulcers  have  clean-cut  edges,  and  for  the  most 
part  are  not  thickened:  a few,  however,  are  seen 
with  thickened  edges.  Mucous  membrane  of  intes- 
tines does  not  stain  w’ith  iodine. 

Spleen,  distinctly  waxy  ; well-marked  ‘ sago  ’ 
characters  ; stains  markedly  with  iodine. 

Kidneys.  — Paler  than  natural , firm.  Throughout 
the  tissue  are  numerous  opaque  spots  of  dead  white 
colour,  evidently  fatty  degeneration.  Malpighian 
bodies  very  distinct.  Tissue  has  a waxy  tint,  but 
does  not  stain  with  iodine. 

Peritonewm. — In  Douglas’s  space  there  is  localised 
peritonitis,  and  about  two  drachms  of  pus  are  col- 
lected. This  inflammation  does  not  appear  to  extend 
to  any  adjacent  viscera,  and  the  rectum  is  unaffected. 

The  Miceoscopic  Appeaeances  found  in  this 
lung  are  the  following  : — 

A.  Tracts  of  pneumonic  infiltration,  not  nume- 
rous. 

B.  Nodules  and  areas  of  destructive  pneumonia. 

C.  Nodules  of  caseation. 

D.  Nodules  of  mingled  pneumonic  and  small- 
celled  growth. 

E.  Nodular  masses  of  small-celled  growth. 

F.  Diffuse  areas  of  small-celled  infiltration,  both 
with  and  without  epithelial  growth  in  the  interior  of 
alveoli. 

G.  Nodules  and  tracts  of  fibroid  growth. 

H.  Peribronchial  and  perivascular  growth. 

§ A.  Simple  pneumonic  infiltration  does  not  form 
a large  proportion  of  the  changes  found  on  micro- 
scopic examination  of  these  lungs.  AVhen  present  it 
is  of  the  type  like  XXXVIII.  8 (Hall),  and  XXX.  8, 
[Acute  Tubercle). 

§ B.  Nodules  and  areas  of  destructive  pneumonia 
form  a large  proportion  of  the  changes,  mingled, 
however,  with  those  hereafter  to  be  described.  They 
are  figured  in  XL.  4.  The  outlines  of  the  alveoli 
and  bronchioles  remain,  but  their  interior  is  occupied 
by  cell-debris,  or  by  only  a fibrillated  structure,  re- 
sembling that  seen  in  XXXVIII.  3 [Henshaw),  and 
in  XXXV.  5 [Smith).  Stages  intermediate  between 
these  and  also  akin  to  XXXVI.  4 and  6 [Griffin),  are 
not  unfrequent,  showing  that  these  are  produced  by 
a process  analogous  to  that  by  which  the  more  rapid 
forms  of  caseating  pneumonia  originate.  They  can 
further  be  traced  to  such  changes  as  are  figured  in 
XL.  1,  2,  and  3,  by  which  a small-celled  growth 
invades  the  alveolar  wall  ; and  the  difference  between 
these  and  the  acute  form  of  caseating  pneumonia 
apparently  depends  on  the  fact  that  in  the  former  a 
larger  amount  of  fibroid  and  fibro-nucleated  growth 
occurs  in  the  alveolar  walls  and  in  the  interlobular 
tissue,  prior  to  caseation,  than  in  the  latter,  in  which 
the  necrobiotic  change  takes  place  more  rapidly. 
These  areas  may  be  diffuse  or  circumscribed.  In  the 
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former  they  are  variously  mingled  -with  nodules  of 
induration  and  caseation  next  to  be  described.  When 
circumscribed  they  form  round  masses,  bounded  by 
the  thickened  interlobular  cellular  tissue. 

§ C.  Nodules  of  caseation,  shown  in  XL.  3,  and 
also  like  XLII.  5,  XXXII.  7,  and  XXXV.  4 {Smith), 
XXXIX.  5 [Overall),  and  XXXIX.  7 {Unioin),  are 
abundant.  They  are  variously  intermingled  with 
nodules  of  induration.  Their  origin  will  be  consi- 
dered hereafter. 

§§  D,  E,  and  F.  The  most  characteristic  and 
abundant  change  in  these  lungs  is,  however,  a small- 
celled  growth  invading  the  alveolar  walls,  as  figured 
in  XL.  1,  2,  and  3.  It  occurs  in  nodules  more  or  less 
circumscribed  by  thickened  interlobular  tissue,  as  in 
fig.  1,  where  it  represents  a limitation  to  pulmonary 
lobules.  These  nodules  in  some  x^laces  are  almost 
identical  with  XXXIV.  1 [Coombes  : Acute  Tubercle), 
or  the  growth  is  diffused  throirgh  large  areas,  as  in 
XL.  2 and  3.  The  cells  in  it  are  partly  fusiform,  but 
it  chiefly  consists  of  small  round  cells  and  nuclei, 
imbedded  in  many  places  in  a distinct  reticulum,  and 
resembling  that  seen  in  XXXVII.  7 {Griffin)  and 
XXXIX.  3 [Gardiner).  Tlie  alveoli  contain  large 
epithelial  cells  (XL.  1 and  2,  a a,)  and  bronchioles 
similarly  surrounded  may  also  be  observed  {cl  cl,  fig. 
1),  but  both  these  and  the  alveoli  are  gradually 
invaded  and  obliterated  by  the  small -celled  growth. 
Injection  does  not  penetrate  these  areas.  Tlie  small- 
celled  infiltration  becomes,  in  some  places,  almost 
homogeneous,  all  other  traces  of  pulmonary  structure 
having  disappeared,  as  in  XXXVI.  4.,  bb  {Griffin). 
In  other  parts  it  forms  isolated  masses  (miliary) 
growing  in  the  walls  of  the  alveoli.  Nodules  of 
mingled  epithelial  and  small-celled  growth,  like 
XXXVII.  5 [Griffin]  are  also  seen,  and  all  variations 
in  type  between  these  and  XL.  1 may  be  observed. 

The  changes  which  these  two  formations  undergo 
are  in  two  directions,  caseation  and  induration. 

Caseation  occurs  either  in  nodules,  as  before 
described,  or  of  the  type  of  XL.  4,  and  XLIII.  5. 
The  origin  of  the  latter  has  been  already  described 
(see  above).  Caseous  nodules  are  also  seen  (in  XL. 
3)  to  originate  from  lobular  forms  of  perialveolar 
small-celled  growth,  like  XL.  2 ; and  other  nodules, 
of  the  type  of  XXXII.  7,  XXXV.  4 [Smith],  and 
XXXIX.  7 {Unwin),  are  seen  to  arise  in  the  same 
manner.  All  these  forms  of  caseation  tend  to  become 
more  or  less  intermingled.  In  some  places  areas  like 
XL.  4 are  interspersed  among  nodules  like  those  last 
described,  and  intermediate  forms  between  the  two 
types  are  not  infrequent.  In  some  places  the  diffuse 
caseation  may  be  seen  to  arise  from  changes  like  tliat 
seen  in  XL.  6,  where  the  epithelium  has  been  en- 
tirely replaced  by  a growth  of  small  cells,  partly 
fusiform  and  partly  round,  in  the  walls  of  the  alveoli, 
kluch  pigment  attends  this  change,  and  indeed  it  is 
abundant  throughout  these  lungs. 

§ G.  Nodules  and  areas  of  fibroid  growth  also 
arise  out  of  the  perialveolar  thickening,  The  nodular 
forms  resemble  XLI.  1 and  3 [Carr),  and  XLI.  5 
[Roberts].  Others,  also  retaining  the  nodular  form, 
indurate  in  hands,  with  round  cells  in  their  meshes 
like  XLI.  7 [Co-ppin).  These  various  nodules  of  in- 
duration arise  from  the  masses  of  perivaleolar  small- 
celled  growth  already  described,  and  in  some  cases 
the  fibroid  thickening  is  mingled,  in  parts  of  these 
nodules,  with  caseation.  In  other  parts  there  is  an 
extensive  fibroid  perialveolar  thickening,  but  accom- 


panied by  intra-alveolar  epithelial  proliferation,  like 
XLII.  6 (Hcmhins) 

Giant-cells  are  seen  in  abundance  throughout 
these  specimens.  In  a few  places  they  exist  in  the 
centre  of  lobules,  forming  apparently  in  the  alveoli, 
and  of  the  types  of  XXXII.  5 and  10.  They  are 
more  common  around  the  nodules,  and  are  then  of 
types  seen  in  XXXIII.  6 and  11.  Some  are  found 
scattered  in  different  parts  of  the  specimens  without 
any  special  relation  to  the  nodules.  The  type  of 
XXXIII.  10  is  also  reproduced. 

§ H.  Periarterial  and  peribronchial  thickening  is 
met  with  frequently.  In  both  places  it  occurs  pre- 
dominantly in  the  shape  of  fibroid  change,  but  small- 
celled  growth  is  also  met  with.  No  bronchial  ulcera- 
tion is  observed. 

It  is  thus  seen  that  most  of  the  nodular  masses 
in  these  lungs  are  formed  from  a perialveolar 
growth,  passing  into  caseation,  and  surrounded  by 
zones  of  induration.  They  do  not  represent  sec- 
tions of  bronchi,  or  me*rely  peribronchial  thickening, 
hut  they  are  formed  out  of  the  pulmonary  tissue.  The 
caseous  masses  in  their  centres  result  either  from  the 
caseation  of  confluent  nodules,  or  from  that  of  the 
pulmonary  tissue,  as  in  XLIII.  5,  and  the  zones  of 
induration  surrounding  them,  as  seen  in  X.  5 and  6, 
are  areas  of  induration  either  of  the  alveolar  or  of  the 
interlobular  tissue. 

CASE  27. 

Indueating  and  Caseating  Tuberculae 
Pneumonia. 

Plates  X.  figs.  7-10  ; XXXIX.  figs.  5,  6 ; 

XL.  fig,  9;  XLIII.  fig.  3. 

Eef. — Phthisis,  pp.  94,  97. 

Summary. — M.  38.  Hcemoptysis  tioo  years 
before  death,  repeated  eighteen  months  later,  when 
the  temperature  was  slightly  raised,  and  there  luere 
signs  of  consolidation  at  both  apices,  and  of  slight  ex- 
cavation at  left.  The  latter  cifterwards  became  more 
distinct,  but  the  pijrexia  ceased.  A month  before 
death  high  fever  ivas  present,  and  there  were  signs  of 
more  extensive  consolidation  and  excavation  at  both 
apices. — The  upper  parts  of  both  lungs  ivere  indu- 
rated, and  contained  cavities,  and  also  nodules,  ca- 
seous and  cretaceous.  Granulations,  many  in  racemose 
aggregations,  were  scattered  through  both  lungs. 
There  was  tubercular  ulceration  of  intestines. 

James  Overall,  letat.  38,  admitted  University 
College  Hospital  May  27,  1868,  sent  to  Eastbourne 
and  Walton  July  and  September  ; re-admitted  in 
October,  and  died  November  4,  1868. 

Family  History. — Father  died,  aged  50,  from  the 
rupture  of  a blood-vessel,  having  been  previously  a 
strong,  healthy  man.  Mother  died,  aged  72  ; cause 
unknown.  The  whole  of  patient’s  brothers  and 
sisters,  eleven  in  number,  died  under  25,  but  patient 
believes  that  they  did  not  suffer  from  pulmonary  dis- 
ease. Collateral  relations  not  recorded.  Has  three 
healthy  children.  Some  of  his  children  have  died  in 
infancy. 

Occiipation  and  Habits. — An  organ-builder  ; has 
lived  well  and  temperately. 

Previous  Health. — Scarlet  fever  in  childhood. 
Typhus  (?)  fever  letat.  15.  No  severe  illness  since. 
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Has  been  subject  to  colds  and  coughs  for  some 
years. 

Present  Illness. — Dated  by  patient  from  eighteen 
months  ago.  Had  a severe  cold,  and  while  straining 
at  work,  he  ruptured  a blood-vessel,  and  brought  up 
more  than  a pint  of  bright  florid  blood ; was  only  laid 
by  for  ten  days ; returned  to  work,  and  continued  pretty 
well  until  February  1867,  when,  after  exposure,  his 
cough  became  worse.  He  lost  flesh,  but  improved  un- 
der treatment  by  ol.  inorrhu®  and  quinine,  and  con- 
tinued better  until  May  23,  1868,  when  he  was  again 
attacked  with  profuse  haemoptysis,  bringing  up  large 
quantities  of  blood,  which,  he  stated,  exceeded  a pint 
on  four  successive  days.  The  haemoptysis  had  con- 
tinued until  shortly  before  admission. 

State  on  Admission. — Prostrate  from  haemorrhage. 
Moderate  emaciation  ; marked  anaemia.  He  had 
blood-stained  expectoration  at  first  ; when  tlie  blood 
disappeared  the  sputa  were  mucoid,  glairy,  tenacious, 
and  purulent  in  streaks,  moderately  abundant.  The 
amount  of  pus  increased,  but  the  sputa  never  became 
excessive,  and  even  near  the  close  of  life  consisted 
only  of  a few  glairy  tenacious  pellets. 

The  urine  contained  neither  albumen  nor  sugar. 
There  were  one  or  two  attacks  of  diarrhoea  in  the 
later  periods  of  his  life,  but  this  was  not  constant. 
The  appetite  was  fairly  maintained,  and  there  was 
no  sickness.  He  got  wet  and  chilled  at  Eastbourne, 
and  returned  thinner.  Piallied  again,  and  was  sent 
to  Walton,  where  he  became  feverish  and  rapidly  lost 
strength.  There  was  slight  pyrexia  during  his  stay  in 
hospital  until  .June  30,  but  the  evening  temperatures 
were  not  taken  regirlarly.  The  morning  temperatures 
were  almost  invariably  febrile,  the  maximum,  how- 
ever, being  only  100°.  During  a few  days  which 
he  spent  in  hospital  in  September,  both  morning 
and  evening  temperatures  were  non-febrile.  On  his 
return  in  October,  he  was  highly  febrile,  the  evening 
maximum  being  103°  and  the  minimum  102°  : the 
morning  maximum  being  102°  and  the  minimum  101°. 
The  pulse  and  respiration,  which,  at  his  first  admis- 
sion, had  not  exceeded  respectively  100  and  20,  and  fell 
as  low  as  P.  84,  E.  16,  had  risen  on  his  final  admission 
to  P.  120,  R.  30  ; with  a minimum  of  P.  112,  R.  20. 

Physical  Signs,  taken  after  subsidence  of  Inemor- 
rhage.  Consolidation  both  apices,  most  on  left 
side  : doubtful  signs  of  cavity  at  left  apex,  only 
‘ moist  crackling  ’ at  right  apex  : bases  free. 

On  August  24  the  signs  of  a cavity  had  become 
quite  distinct  under  the  left  clavicle.  In  October  the 
dulness  at  the  apices  had  increased  in  extent  ; signs 
of  excavation  had  become  distinct  at  the  right  apex  ; 
coarse  metallic  rales  were  heard  scattered  in  various 
spots  through  ihe  left  lung.  The  heart’s  sounds  were 
healthy. 

Post-mortem.— D-ztizps ; Both  intensely  eniphy- 
seniatous  in  lower  lobes ; over  whole  lower  portion 
of  right  lung  are  large  emphysematous  bladders. 
Both  lungs  are  firmly  adherent  at  the  apices,  which 
are  puckered  and  contracted.  Right  lung  reserved 
for  injection.  Left  lung : bronchi  show  fusiform 
dilatations  both  in  the  upper  and  the  lower  lobes. 
No  ulceration  or  tubercle  in  the  bronchi.  At  apex  of 
lung,  where  tissue  is  puckered,  there  are  numerous 
cavities,  containing  caseous,  and  in  some  places  cre- 
taceous nodules,  and  surrounded  by  indurated  fibroid 
tissue.  Some  of  the  bronchi  leading  to  tliese  cavities 
contain  cretaceous  matter.  Some  are  completely  ob- 


literated, and  converted  into  fibro-cartilaginous  cords 
in  which  little  nodules  of  cretaceous  matter  are  seen. 
(X.  8,  ««,  10,  h d).  Some  of  the  obliterated  bronchi 
have  lines  of  granulations  forming  groups  on  their 
external  surface.  Some  of  these  granulations,  which 
vary  in  size  and  are  occasionally  as  small  as  pins’ 
points,  form  apparently  part  of  the  wall  of  the 
thickened  bronchus. 

Below  this  are  numerous  granulations  scattered 
through  the  tissue,  varying  in  size  and  appearance. 
In  some  of  the  larger  ones,  there  is,  in  the  centre,  a 
puckered  dimpled  depression,  these  are  harder  and 
have  a more  yellow  tint  (X.  9,  c c)  ; in  some  no  cen- 
tral depression  can  be  seen.  Others  similar,  in  some 
instances  semi-transparent  and  in  others  pigmented, 
tend  to  form  racemose  groups.  These  racemose 
groups  are  deeply  pigmented,  and  the  individual 
granulations  have  much  pigmented  tissue  interwoven 
between  them.  In  the  larger  masses  there  are  also 
enclosed  caseous  nodules.  Lines  of  fibroid  tissue  also 
pass  between  single  granulations.  The  granulations 
are  thickly  scattered,  singly  and  in  groups,  through- 
out the  whole  lower  lobe  of  this  lung.  The  middle 
portion  is  occupied  by  a greyish-red  pneumonic  in- 
filtration; part  of  this  is  dense  and  airless;  part, 
however,  still  floats  in  water  but  sinks  after  pressure. 
Throughout  this  area  granulations  are  also  seen,  scat- 
tered and  in  groups,  with  the  characters  last  described. 

The  right  lung,  after  injection,  is  found  to  be  in- 
tensely emphysematous  and  to  have  numerous  cavities 
at  the  apex,  larger  than  those  of  the  left,  but  few 
exceeding  the  size  of  a walnut.  Some  of  them  have 
cheesy  nodules  in  their  floors.  Some  communicate 
directly  with  large  bronchi.  Lines  of  thickened 
bronchi  can  also  be  traced  in  this  lung,  and  on  cutting- 
some  of  these  open,  granulations  can  be  seen  pene- 
trating into  the  interior  of  the  cavity,  but  only  on 
one  side.  In  some  places  the  thickening  round  the 
bronchus  can  be  seen  to  extend  irregularly  into  the 
adjacent  pulmonary  tissue  (sec  X.  7).  In  other 
places,  groups  of  smaller  racemose  granulations  sur- 
round the  larger  masses,  as  if  branches  of  smaller 
bronchi  had  undergone  the  same  change  as  those 
next  above  them  in  size.  In  the  emphysematous 
tissue,  the  granulations  are  on  the  whole  larger  than 
elsewhere.  Some  of  them  are  solid  throughout,  and 
consist  of  an  opaque  but  firm  material,  while  the 
contents  of  others  are  more  cheesy.  Some  are  seen 
distinctly  to  be  dilated  bronchi,  with  a thickened 
wall  and  soft  contents,  the  dilatation  being  remark- 
able in  the  presence  of  so  much  thickening,  for  the 
inner  surface  is  uniform  and  presents  no  appearance 
of  ulceration  (X.  7,  a a).  In  other  tubes  it  is  more 
irregular,  as  if  ulceration  had  occurred. 

The  Bronchial  Glands  are  indurated  and  pig- 
mented, but  not  cheesy.  Larynx  healthy. 

Liver  fatty.  Spleen  soft. 

Heart,  left  ventricle  hypertrophied  ; muscular 
tissue  has  undergone  fatty  degeneration. 

Intestine. — Ulceration  at  lower  end  of  ileum  with 
thickened  everted  edges  ; some  of  the  ulcerations 
contain  small  granulations  in  their  floors.  A few 
solitary  glands  are  enlarged  and  caseous.  In  the 
mesentery  are  some  cretilied  glands. 

Microscopic  Examination  of  the  lungs  revealed 
the  following  changes  : — 

A.  Tracts  of  caseating  pneumonia. 

B.  Tracts  of  suppurative  pneumonia. 
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C.  Diffuse  tracts  of  small -celled  growth. 

D.  Nodules  of  small-celled  growth. 

E.  Nodules  of  induration. 

F.  Nodules  of  caseation  with  or  without  induration. 

G.  Large  tracts  of  fibroid  induration. 

n.  Peribronchial  and  perivascular  growth. 

§ A.  The  tracts  of  caseating  pnemnonia  resemble 
those  seen  in  XXXVIII.  3 (Henshatv),  XXVIII.  8 
{Policy),  and  are  also  like  XXXVII.  3 {Griffin). 
They  originate,  for  the  most  part,  iir  a small-celled 
growth  invading  the  alveolar  walls,  like  that  seen 
in  XXXVII.  6 and  7 {Griffin),  and  XXXIX.  2 
{J.  Thomas).  They  are  largely  intermingled  with 
nodular  formations  to  be  hereafter  described,  also 
with  areas  of  suppurative  pneumonia,  and  with  tracts 
of  fibroid  induration.  In  other  respects  they  resemble 
the  appearances  described  in  Henshaiu,  Griffin,  Lloyd, 
Price,  and  Policy. 

§ B.  The  tracts  of  suppurative  pneumonia,  which 
are  intermingled  with  the  former,  resemble  those 
seen  in  XXXV.  1,  2,  3,  and  5 [Broclrick  and  Smith), 
and  have  their  origin  in  processes  similar  to  those 
described  in  these  cases. 

§ C.  Diffuse  tracts  of  small-celled  growth,  with  a 
reticular  structure,  are  very  common.  They  are 
found  alone,  resembling  XL.  2 {Heath),  or  variously 
intermingled  with  epithelial  products,  as  in  XXXVIII. 
8 (Hall),  or  more  commoidy  like  XXXVII.  0 and  7 
{Griffin),  and  extending  over  considerable  areas. 
In  other  places  they  thicken  the  alveolar  walls  until 
appearances  are  produced  like  XXXVIII.  1 {Henshaiu) 
and  XXVIII.  10  {Policy).  They  tend  to  pass  into 
fibroid  induration  in  the  manner  hereafter  to  be  de- 
scribed, as  well  as  into  tracts  of  caseating  pneumonia. 

§ D.  In  some  places  these  areas  of  reticulated 
small-celled  infiltration  are  limited  to  single  alveoli 
or  groups  of  alveoli,  which  are  entirely  occupied  in 
this  manner  by  a structure  such  as  is  shown  in 
XXXIX.  G.  These  masses  then  form  a structure 
identical  with  that  of  the  typical  miliary  tubercle. 
Similar  nodules  occasionally  form  in  tlie  alveolar 
walls,  in  the  interalveolar  tissue,  and  in  the  walls  of 
the  bronchi.  They  are,  however,  in  all  respects 
identical  with  the  diffuse  small-celled  growth  before 
described.  In  preparations  that  have  been  injected, 
it  is  seen  that  no  blood-vessels  remain  pervious  in 
these  infiltrations  or  nodules. 

§§  E and  F.  The  nodules,  other  than  those  last 
described,  may  be  conveniently  considered  together. 
They  are  very  numerous  throughout  these  lungs. 
They  occur  singly  or  in  groups,  and  form  confluent 
masses,  passing  in  some  places  into  caseation,  in 
others  into  induration,  while  in  some  parts  both 
processes  may  be  seen  in  combination.  They  origi- 
nate apparently  in  processes  similar  to  that  seen 
in  XXXVII.  5 (Griffin),  XXXVIII.  7 (Hall),  and 
XL.  1 and  3 {Heath).  The  centres  of  the  alveoli 
in  them,  where  these  are  distinguishable,  contain  a 
mingled  epithelial  and  small-celled  growth  in  vari- 
able proportions  ; the  epithelial  cells  are  often  much 
pigmented.  Others,  still  maintaining  the  nodular 
form,  commence  by  a process  similar  to  that  seen  in 
XXX.  7 {Acute  Tubercle).  It  is  not  uncommon  to 
see  giant-cells  in  the  centre  of  those  in  which  the 
small-celled  growth  is  less  advanced,  and  sometimes 
a group  of  small  alveoli  may  be  seen,  each  contain- 
ing a giant-cell  of  the  types  of  XXXII.  8 and  9, 
and  XXXIII.  1,  2,  3,  and  4 ; but  the  nodular  charac- 
ter of  these  alveolar  groups  is  still  maintained  by 


means  of  the  small-celled  thickening  surrounding 
the  whole,  a formation  which  strongly  suggests  the 
origin  of  the  nodule  from  an  individual  pulmonary 
lobule.  In  other  places,  these  alveolar  formations, 
with  small-celled  growth,  produce  conglomerate 
masses,  similar  to  XXXIX.  4 {Price),  and  XXXIX. 
7 (Unwin),  in  which  the  alveolar  walls  are  still 
marked  out  by  circles  of  fibres  mingled  with  fusi- 
form cells  and  nuclei.  In  some,  again,  the  mingled 
epithelial  and  small-celled  growth  takes  place  in 
masses  of  an  elongated  character,  suggesting  that  the 
latter  is  mainly  from  the  nuclei  of  the  capillaries,  as 
shown  in  XL.  9. 

These  nodules  undergo  two  series  of  changes, 
variously  intermingled.  Some  contract  in  their 
centres,  and  produce  changes  such  as  are  seen  in 
XXXIX.  .5,  aa,  and  like  XXXVI.  7 {Unwin).  In 
many  of  these,  the  nuclei  and  cells  have  disappeared 
in  the  granular  degeneration,  while  the  fibre  and 
reticular  growth  remains,  like  XLIII.  5 {Heath). 
Fibroid  change  is  almost  equally  common.  It  com- 
mences in  some  places  in  the  centre  of  the  nodules, 
which  become  nearly  homogeneous,  or  traversed  only 
by  lines  of  fatty  degeneration,  or  by  spaces  akin  to 
those  seen  in  tendon,  as  in  XLI.  3 {Carr)  and  XLI. 
5 (G.  Roberts).  In  other  places,  where  the  centres 
are  caseous,  fibroid  change  takes  place  in  broad  bands 
throughout  the  whole  of  the  remainder  of  the  lobule. 
Nodules  undergoing  fibroid  change  also  arise  from 
those  composed  entirely  of  small-celled  growth,  as  pre- 
viously described  (§  D).  Groups  of  these  nodules  thus 
undergoing  fibroid  change  produce  areas  resembling 
XLI.  1 {Carr),  where  the  site  of  the  confluent 
nodules  is  still  marked,  more  or  less,  by  their  con- 
centric arrangement,  but  where  the  whole  tissue  is 
almost  entirely  composed  of  broad  bands  of  fibres. 
Many  of  these  nodules  are  surrounded  by  zones  of 
giant-cells,  like  XXXII.  7 {Smith). 

§ G.  Large  tracts  of  fibroid  induration  also  occur, 
such  as  are  shown  in  XLIII.  0 (Broivn),  which, 
with  a low  power,  closely  resemble  sections  of 
bronchi,  although  the  alveolar  structure  is  still  ap 
parent  under  higher  power  ; also  like  those  of  XLII. 
1 {Attwood),  and  XLII.  6 (Haiuhins),  originating 
from  the  fibroid  transformation  of  the  small-celled 
growth,  found  in  the  alveolar  walls,  similar  to  that  of 
XXXVII.  G and  7 (Griffin). 

§ H.  Peribronchial  and  perivascular  small-celled 
growth  is  also  met  with.  The  latter  is  uncommon  ; 
although  in  the  greater  number  of  specimens  the 
vessels  are  found  greatly  thickened,  it  is  only  by 
fibroid  transformation,  and  perivascular  growth  is 
found  only  in  a few  places,  undergoing  ulceration. 
M'here  it  occurs,  it  is  usually  in  the  midst  of  areas 
of  caseating  pneumonia,  and  extends  into  them,  thus 
causing  cavities. 

The  formation  of  cavities  in  these  lungs  is  almost 
entirely  due  to  two  processes  : (a)  the  softening  of 
areas  of  caseous  and  suppurative  pneumonia,  and  (b) 
the  softening  of  nodules  of  small-celled  growth,  which 
have  undergone  caseation  m their  centres.  The 
naked-eye  appearances  strongly  suggested  that  the 
cavities  were  due  to  the  caseation  of  the  contents 
and  of  the  walls  of  the  bronchi,  but  it  was  only 
in  quite  exceptional  instances  that  this  origin 
was  discoverable.  In  most  places  it  was  due  to 
changes  like  those  described  in  Griffin  and  Price, 
•where  the  pneumonic  areas  break  down  until  cir- 
cumscribed by  thickened  bands  of  interlobular  tissue, 
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which  then,  even  under  the  microscope,  may  present 
a very  close  resemblance  to  the  walls  of  bronchi. 
The  large  amount  of  fibroid  change  in  this  lung 
renders  this  appearance  very  common,  but  an  exami- 
nation of  the  margins  of  these  caseous  tracts  shows, 
almost  invariably,  that  they  have  proceeded  from 
alveolar  tissue. 

Nodules  such  as  are  described  in  § F and  § G, 
caseating  and  breaking  down  in  their  centres,  with 
much  fibroid  induration  in  their  margins,  can  often 
be  found  with  high  powers.  They  not  infrequently 
occur  in  the  midst  of  areas  of  diffuse  caseous  pneu- 
monia, and  also  at  times  present  a striking  resem- 
blance to  bronchi,  but  their  origin  and  nature  can 
usually  be  ascertained  by  a more  minute  investi- 
gation of  their  structure.  The  remains  of  a reticu- 
lum can  their  he  found,  and  in  some  places  the 
centre  is  broken  down  and  the  caseous  wall  (as  seen 
in  X.  7,  aa),  is  seen  to  be  composed  of  a reticular 
small-celled  growth,  passing  into  caseation,  and  re- 
sembling in  character  that  seen  in  XXXIX.  1 
{Lloyd),  and  XLI.  6 {Cox). 

CASE  28. 

Indurating  Tubercular  Pneumonia. 

Plates  XIII.  figs.  1 and  2 ; XXXII.  figs.  7-9 ; 
XXXIII.  figs.  1,  3,  and  10  ; XXXV.  figs.  4,  5, 
and  6 ; XLII.  5. 

Eef. — Phthisis,  jip.  94,  121. 

Summary. — M.  2fi.  Trifling  cough  for  some 
years.  Eight  months  before  death,  acute  onset  of 
severe  congh  with  rigors,  folloivcd  by  progressive 
weakness  and  increasing  expectoration.  Seven  months 
later,  emaciation  and  nigh  t sweats.  Signs  of  consoli- 
dation and  excavation  at  each  apex,  greater  in  the 
left.  I’ersistent  moderate  fever.  Death  from  suffo- 
cating hcemoptysis. — The  upper  part  of  each  lung 
2vas  occupied  by  glistening,  grey,  indurated  tissue, 
with  caseous  nodules,  and  by  cavities,  of  which  one,  in 
the  left,  was  very  large,  traversed  by  some  pervious 
vessels,  and  filled  with  blood.  Grey  granulations  in 
lower  lobes. 

William  Smith,  letat.  40,  admitted  University 
College  Hospital  January  19,  died  February  12,  1807. 

Family  History. — Imperfect : affords  no  evidence 
of  phthisis. 

Personal  History. — A native  of  London,  and  has 
always  lived  here  ; has  always  been  a horse-keeper. 
Has  had  gonorrhoea  and  syphilis.  Had  inflammation 
of  lungs  in  childhood.  Has  always  lived  fairly  well. 
He  had  no  living  children  ; his  wife  has  had  several 
miscarriages. 

Present  Illness. — Has  been  siiliject  to  trifling 
cough  for  some  years  ; has  not  felt  ill  or  lost  in 
weight  (12  stone)  liefore  present  illness.  This  began 
in  June  1866.  Being  heated  he  left  off  flannel 
waistcoat  and  had  a rigor  on  same  evening.  Tins 
was  repeated  on  subsequent  evenings.  Cough  came 
on  gradually.  No  luemoptysis.  His  appetite  failed, 
and  in  August  he  grew  very  weak,  and  sought  advice. 
Expectoration  commenced,  thick  and  glutinous  from 
the  first.  Has  lost  flesh  since  beginning  of  illness, 
and  appetite  has  failed.  Has  been  thirsty  and 
feverish  from  tlie  beginning,  and  his  lips  have  felt 
dry  and  parched.  Has  not  perspired  much. 


State  on  Admission. — A well-developed  man,  but 
emaciated  ; florid  colour  in  cheeks.  Great  weakness. 
Weight  127lbs.  (which  fell  in  a fortnight  to  1241bs.) 
Urine,  slight  trace  of  albumen.  Cough  with  glutinous, 
opaque,  thick,  greyish-yellow  sputa,  not  nummulated. 
Much  perspiration  at  night.  Chest  naturally  well- 
formed,  with  wide  angle.  Physical  signs  of  extensive 
consolidation  and  excavation  at  left  apex,  also  at 
right  but  to  a less  degree,  and  of  some  consolidation 
at  right  base.  No  diarrhoea,  hut  appetite  bad.  The 
patient  died,  suffocated  by  a profuse  hiemoptysis,  on 
July  12. 

He  was  persistently  feverish,  both  morning  and 
evening  temperatures  being  constantly  above  the 
normal,  and  the  fever  approximating  to  a continuous 
type,  but  not  intense  in  degree.  The  evening  tem- 
perature was  100H°  (highest  101°,  lowest  99'2°). 
The  mean  morning  temperature  was  100'4°  (highest 
101'6°,  lowest  99'4°).  The  remissions  from  evening 
to  morning  were  small,  the  mean  being  O' 5°,  the 
greatest  0'6°,  the  lowest  0'4°.  The  exacerbations  from 
evening  to  morning  were  also  small,  the  mean  being 
0'7°,  the  highest  1'6°,  and  the  lowest  0'4°.  An  inverse 
type  was  not  infrequent,  remissions  occurring  from 
morning  to  evening  on  seven  days,  with  a mean  of 
0'8°,  the  highest  being  1'4°,  and  the  lowest  0 '2°.  Exa- 
cerbations took  place  from  evening  to  morning  on 
nine  days,  the  highest  being  1'6  ° and  the  lowest  0'4°. 
Neither  the  pulse  nor  the  respiration  was  markedly 
accelerated  : the  pulse  seldom  attained  100,  but  was 
never  less  tlian  80  ; the  respirations  occasionally  fell 
to  17,  were  usually  more  than  20,  but  did  not  exceed 
28  in  number. 

Post-mortem. — Both  lungs  adherent  at  apices, 
left  very  firmly  so.  Left  apex  occupied  by  a large 
cavity,  filled  with  blood,  and  from  this  it  is  evident 
that  the  fatal  hfemorrhage  has  proceeded.  It  is 
crossed  by  bands  and  trabecuhn  in  all  directions. 
Some  of  these  are  evidently  vessels  whose  cavity  is 
still  pervious,  but  the  source  of  the  Inemorrhage  was 
not  discovered.  The  walls  are  otherwise  for  the  most 
part  smooth,  and  lined  by  a film  of  exudation-matter, 
but  cheesy  nodules  project  here  and  there.  The  wall 
itself  is  composed  of  dense  tissue,  which,  on  section, 
is  firm  but  has  a glistening  semi-transparent  appear- 
ance, with  cheesy  nodules  imbedded.  Below  this 
the  whole  of  the  rest  of  the  upper  lobe  is  occupied  by 
a glistening,  grey,  semi-transparent  tissue,  very  firm 
and  resisting  ; uniform  on  section,  but  showing  in  a 
few  places  nodules  of  the  size  of  a horse-bean,  whitish 
in  appearance,  and  a few  thickened  bronchi  with 
caseous  contents.  Large  tracts  of  the  lung  are  in 
this  condition,  firm,  indurated,  and  fibroid  (XIII. 
1,  c)  ; but  where  less  firm,  a thick  sanious  fluid  exudes 
on  section.  Lower  down  it  is  thickly  studded  with 
whitish  nodules  varying  in  size  from  a horse-bean 
to  a poppy-seed,  or  even  to  minute  specks  (a  a).  The 
larger  ones  are  uniform  at  their  margins,  but  finely 
granular  on  their  cut  surfaces.  In  some  places  they 
are  becoming  cheesy,  and  breaking  down  into  small 
cavities  {bb).  The  lower  lobe  is  thickly  studded 
with  grey  granulations,  some  semi-transparent,  some 
pigmented,  mingled  with  opaque  white  granulations, 
and  the  latter  are  seen  softening  into  cavities  (A  in 
microscopic  description). 

Bight  Lung. — Apex  presents  a few  puckered  cavi- 
ties. The  greater  part  of  the  upper  lobe  is  composed 
of  the  same  firm,  grey,  semi-transparent  tissue  as  that 
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described  in  the  left  lung,  smooth  on  section  and  not 
granular.  In  some  places  it  is  thickly  mingled  with 
cneesy  masses  imbedded  in  it.  Small  granulations 
are  also  seen  in  it,  but  these  are  not  numerous.  The 
lower  lobe  is  studded  with  grey,  firm,  pigmented 
granulations. 

Heart. — Two  of  the  aortic  valves  adherent. 

Brain,  Kidneys,  Stomach,  Intestines,  Mediastinal 
and  Mesenteric  Glands  healthy. 

Liver  enlarged,  weighs  5 lbs.  5 oz.  Under  the 
capsule  it  is  covered  thickly  with  granulations  of  an 
opaque  whitish  colour,  none  larger  than  a poppy-seed, 
and  some  only  minute  specks.  They  are  soft,  and 
look  like  little  whitish  masses  of  lymphatic  cells,  or 
like  some  forms  of  leucocythsemic  liver  (XIII.  2). 

The  Mickoscopic  Appeabances  seen  in  this 
lung  are  the  following  : — 

A.  Tracts  of  pneumonia,  presenting  various 
changes  of  the  indurating,  caseating,  and  destructive 
types. 

B.  Areas  of  small-celled  infiltration. 

C.  Nodules  and  granules  of  various  characters. 

D.  Caseation,  diffuse  and  circumscribed. 

E.  Areas  of  induration. 

F.  Peribronchial  and  perivascular  growths. 

G.  Giant-cells. 

§ A.  The  pneumonic  processes  in  this  lung  are 
varied.  In  some  places  tracts  of  epithelial  prolifera- 
tion are  seen,  like  XXVI.  7 {Ellsom),  but  in  many 
places  the  alveoli  are  filled  with  an  amorphous  exu- 
dation-matter, containing  but  few  cells,  like  XXXVIII. 
2 and  4 {Henshaio).  Thickening  of  the  alveolar  wall, 
however,  occurs  early  in  many  of  these  tracts,  and 
gives  rise  to  appearances  to  be  described  later  (§  C 
and  § D). 

Another  not  uncommon  appearance  in  these 
pneumonic  areas  is  the  immediate  destruction  of  por- 
tions of  tlie  tissue  by  the  inflammatory  process,  as 
seen  in  XXXV.  5.  These  resemble  very  closely  the 
processes  described  in  XXXV.  1 and  2 [see  Case  18 
Brodrick,  p.  182).  In  these  all  cell-structure  has 
perished,  though  remains  of  epithelium  may  be  seen 
in  places,  and  in  some  parts  there  are  groups  of 
small  cells,  not  imbedded  in  a reticulum,  but  hav- 
ing the  characters  of  pus-cells.  Suppuration  does 
not,  however,  appear  to  precede  the  destructive 
changes  in  the  greater  part  of  these  areas  ; the  epi- 
thelium perishes  at  once,  without  the  occurrence  of 
other  growth,  while  the  elastic  fibres  of  the  alveoli 
remain  imbedded  in  a finely  granular  material.  The 
process  is  akin  to  caseation,  but  the  appearances  pro- 
duced differ  from  this  in  the  absence  of  density  in 
the  granular  mass.  It  is  not  unimportant  to  observe 
that  these  changes  are  not  isolated,  but  are  variously 
intermingled  with  those  next  to  be  described. 

§ B.  Small-celled  infiltration  takes  place  around 
alveoli  filled  with  large  epithelial  cells  like  XXX.  5,  G, 
and  7 {Bolley,  &c. Acute  Tubercle),  and  like  XXXVII.  6 
and  7 [Griffin).  It  also  extends  in  a diffuse  form,  vary- 
ing in  extent  and  intensity,  and  sometimes  intermingled 
with  nodular  and  caseating  masses,  and  reproduces 
appearances  like  XXXVIII.  2 (Henshaw);  XXXVIII. 
8 [Hall)  ; XL.  2 [Heath) ; and  in  many  places  like 
XXXVI.  3 and  XXXVII.  4 [Griffin).  In  other  places 
it  occurs  in  both  diffuse  and  lobular  forms,  surround- 
ing alveoli  containing  remains  of  epithelium  like 
XXVIII.  2 and  7 [Acute  Tubercle). 

§ C.  The  nodules  met  with  are  sometimes  com- 


posed entirely  of  small-celled  growth,  imbedded  in 
a reticulum,  and  filling  isolated  alveoli,  like  XXXV. 
6.  Others  are  found  of  the  lobular  type  of  mingled 
epithelial  and  small-celled  growth,  like  XXX.  2 
[Coomhes,  Acute  Tubercle). 

The  most  common  types,  which  are  very  numerous 
throughout  these  lungs,  are  shown  in  XXXII.  7,  and 
XXXV.  4.  Their  centre  is  caseated,  either  amorphous 
and  granular,  or  showing  traces  of  a reticulum  like 
XXXII.  7,  and  in  some  places  remains  of  a small- 
celled  growth,  intensely  pigmented,  is  seen  in  the 
meshes  (XXXV.  4).  Around  this  is  a zone  of  deeper 
pigmentation,  and  beyond  the  latter  is  an  area  of 
fibroid  thickening,  in  which  nuclear  growth  is  im- 
bedded, and  which  still  shows,  in  places,  traces  of 
alveolar  formation.  In  this  latter  area,  giant-cells 
are  common  (XXXII.  7).  These  granulations  are 
very  numerous,  and  form  a considerable  part  of  the 
changes  in  this  lung.  They  apparently  originate 
from  a gradual  thickening  of  the  alveolar  walls  in 
lobules,  commencing  like  XXXVII.  5 [Griffin),  and 
extending  like  XL.  1 [Heath). 

§ D.  Caseation  takes  place  in  the  pneumonic 
areas  both  in  diffuse  and  lobular  forms.  Both  of 
these  occur  in  the  two  types — first,  of  amorphous 
debris  in  which  traces  of  alveolar  structure  and  of 
elastic  fibre  remain,  as  in  XXXVI.  4 and  5 [Griffin), 
and  XXVIII.  6 (Bolley),  and,  secondly,  like  XXVIII. 
8 [Bolley),  and  XXXVIII.  3 [Henshaio),  and  XLIII. 
5 [Heath).  In  the  nodular  forms  they  represent  the 
centre  or  the  whole  of  granules  as  seen  in  XXXII.  7, 
XXXV.  4,  and  also  reproduce  appearances  like 
XXXIX.  7 [Univin).  Groups  of  this  form,  like 
XXXIX.  4 [Brice),  also  occur.  In  other  places, 
where  mingled  small-celled  and  epithelial  growth 
has  occurred,  large  caseous  nodules  are  produced,  like 
XXXVI.  1,  2,  and  3 [Griffin). 

Many  of  the  nodules  like  XXXII.  7,  and  XXXV. 
4,  which  have  attained,  by  confluence,  a large  size, 
and  are  sixrrounded  by  much  fibroid  thickening,  pre- 
sent, under  low  powers  of  the  microscope,  a most 
striking  resemblance  to  sections  of  bronchi,  especially 
where  the  section  is  longitudinal  to  a series  of  these. 
Their  centres  present,  however,  the  remains  of  pul- 
monary structure,  and  a further  examination  shows 
that  they  arise  from  pneumonic  lobules,  as  in 
XXXVI.  1 and  3,  and  like  XXXVII.  4 [Griffin),  or, 
more  commonly,  by  the  immediate  invasion  of  groups 
of  alveoli  by  a small-celled  growth,  resembling  that 
seen  in  XXXIX.  7 (Unwin),  and  XL.  1 [Heath). 

§ E.  Fibroid  thickening  occurs  in  areas  like 
XLII.  6 (Haiukins).  Tracts  of  dense  thickening, 
like  XLII.  7 [J.  Brown),  are  also  seen.  In  some 
places  these  assume  a nodular  form,  and  are  then 
seen  to  be  proceeding  by  the  formation,  from  the 
reticulum  in  the  floor  of  the  alveoli,  of  broad-banded 
fibres,  in  the  meshes  of  which  small  cells  are  still 
imbedded,  like  XLI.  2 [Carr),  and  like  XLI.  7 
I Coppin).  The  nodules  of  induration  have  been 
already  described. 

One  peculiar  feature  in  the  centre  of  tracts  of 
induration  consists  in  single  alveoli  and  groups  of 
alveoli  being  filled  with  an  amorphous  exudation- 
matter,  in  which  are  scattered  a few  single  large 
cells  devoid  of  nuclei  (physalides),  looking  like  large 
bubbles,  but  more  transparent  and  glistening.  These 
are  found  both  at  the  apex  (XIII.  1,  c),  and  also  in 
the  lower  lobes. 

The  areas  of  induration  are  variously  interspersed 
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among  tlie  pneumonic  areas,  and  also  around  the 
granules  and  groups  of  granules. 

§ F.  Peribronchial  and  perivascular  thickening 
are  both  met  with,  but  the  former  does  not  produce 
the  amorphous  masses  which  arise  from  the  caseation 
of  lobules  surrounded  by  fibroid  thickening,  and  in 
one  or  two  places — where  the  bronchi,  whose  walls 
are  thus  thickened,  are  filled  with  a granular  mass 
resulting  from  retained  secretion—  no  trace  of  struc- 
ture is  apparent  in  this. 

§ G.  Giant-cells  are  numerous  throughout  these 
lungs,  and  they  commonly  appear  in  the  middle  of 
the  alveoli.  They  are  sometimes  single  ; sometimes 
they  occur  in  groups  of  alveoli  (see  XXXII.  8 and  9, 
XXXIII.  1,  8,  and  10).  In  one  specimen,  each 
alveolus  of  an  ultimate  lobule  was  seen  to  have  a 
giant-cell  in  its  centre.  They  also  form  around  the 
nodules  of  induration  (see  XXXII.  7). 

Microscopic  examination  of  the  Liver  (Coloured 
PI.  XIII.  2)  shows  that  lines  of  lymphoid  cells,  some- 
times massed  in  groups  of  two  or  three,  intervene 
between  the  hepatic  tubules.  In  some  places  no  cells 
are  apparent  in  these  parts,  but  only  lymphatics, 
filled  with  an  amorphous  debris.  The  liver-cells  are 
enlarged  and  granular,  and  show  a multiplication  of 
their  nuclei.  The  process  is  apparently  identical 
with  that  of  lymphangeiectasis  as  described  by 
Reynard,  Cornil,  and  others  in  the  lung.' 

CASE  29. 

Indurating  Tubercular  Pneumonia  : Laryngeal 
Tubercle. 

Plates XV.  1,  XLII.  fig.  7,  and  XLIII.  G (Lung)  ; XX. 
fig.  3,  and  XXXIV.  figs.  2 and  3 (Larynx)  ; 
XV.  2,  3,  and  XXXIV.  0 and  7 (Glands). 

Eef. — Syphilitic  Disease,  p.  128. 

Summary. — M.  J/A-  Pleurisy  fifteen  years  iwe- 
viously.  Four  months  before  deailt,  a chill,  followed 
by  rigors,  cough,  dyspnoea,  and  hannoptysis.  Ad- 
mitted to  hospital  four  days  before  death  with  con- 
siderable fever,  dyspnoea,  cough,  and  muco-pmrulent 
expectoration.  Signs  of  consolidation  and  excavation 
at  both  apices,  and  bronchitic  rales  on  left  side. 
Jjiver  enlarged. — Firm,  grey  induration  throughout 
middle  of  left  lung,  and  upper  lobe  of  right ; cheesy 
nodules  in  both  lungs,  and  more  extensive  tracts  in 
tli-e  left.  Small  cavities,  especially  in  the  right  apex, 
due  to  the  softening  of  caseous  nodules,  and  sur- 
rounded by  indura  ted  granulations,  luhich  were  also 
scattered  through  the  lower  pants  of  both  lungs. 
Larynx,  tubercular  granulations  and  ulcers.  Liver 
fibroid  and  fatty. 

James  Brown,  tetat.  44,  admitted  University 
College  Hospital  August  6 ; died  August  10,  180G. 

Family  History .—Y&ihcY  died,  fetat.  37,  from 
dropsy.  Mother  still  living,  aged  70,  in  good  health. 
No  history  of  chest  afl'ections  in  family.  Patient  has 
had  three  children  ; two  died  at  birth,  one  born  pre- 
maturely. 

Perso7ial  ULtory.  — Occupation  a traveller,  walk- 

’ For  hihliography,  see  Klein,  Anatomy  of  the  Lym- 
phatic Systcyn,  I'art  TI. ; also  Troisier,  'Sur  les  Lijm- 
phanyifes  Lulmonaircs,  These  do  Paris,  1874.  See  also 
Case  If,  Leather  (Hate  XXIV.) 


ing  his  round,  but  not  especially  exposed  to  wet. 
Small-pox  when  young.  Had  a chancre  sixteen  years 
ago,  but  has  not  had  secondary  symptoms.  Fifteen 
years  ago  had  a sharp  pain  in  one  side  (cannot 
remember  which),  and  w'as  told  by  a medical  man 
that  he  had  pleurisy.  Twenty-two  years  ago  was 
thrown  from  his  horse,  and  had  right  knee  badly  cut ; 
was  sixteen  weeks  in  St.  Bartholomew’s  Hospital. 
With  these  exceptions  has  enjoyed  good  health. 

Present  Illness. — Had  a cough  in  the  winter  of 
18G4-5,  but  recovered.  Three  or  four  months  ago 
he  got  wet  through  ; shortly  afterwards  felt  unwell, 
had  rigors,  and  was  laid  up.  Cough  and  difficulty  of 
breathing  came  on,  and  he  gradually  became  weak 
and  unable  to  follow  his  employment ; for  last  four 
months  has  been  losing  flesh.  Two  months  ago  had 
a slight  hemoptysis  ; none  since. 

State  on  Admission. — Face  cyanotic.  Eyes  pro- 
minent and  suffused.  Skin  hot  and  perspiring.  Some 
oedema  of  skin  of  thorax ; considerable  dyspnoea 
apparent  while  speaking.  Breath  very  short ; move- 
ments tremulous.  Pulse  120,  resp.  3G.  No  dis- 
tension of  jugular  veins.  Cough  frequent ; expectora- 
tion muco-purulent,  tenacious  ; twice  during  his  stay 
in  hospital  it  became  of  a uniform  rusty-brown  for 
one  day. 

Chest  well-formed,  wide  costal  angle.  Expansion 
very  imperfect  at  both  bases  and  under  clavicles. 
Left  apex  dull,  front  and  back,  dulness  extending  to 
middle  third  of  scapula.  Right  apex  dull  jmsteriorly  ; 
right  front  hyperresonant.  Heart  covered  by  lung  to 
sixth  rib.  Bases  hyperresonant ; cavernous  breathing 
and  rales  both  apices.  Fine  moist  rales  over  whole 
left  side.  No  cardiac  murmur.  Urine  acid,  no 
albumen  or  sugar.  Abdomen  distended  and  tym- 
panitic. Liver  four  inches  below  cartilage  of  eighth 
rib.  No  enlargement  of  spleen.  The  bowels  were 
loose  during  whole  of  stay  in  hospital.  He  became 
very  prostrate  ; the  tongue  was  dry  ; and  he  sank  on 
August  14. 

The  temperature  was  only  taken  on  four  days.  It 
was  persistently  febrile,  with  a raavimum  of  103'2°. 
Morning  temperatures  of  101 ’2°  and  102'4°  were 
observed. 

Post-mortem.  — Cartilages  of  ribs  calcified 
throughout.  Glands  of  anterior  mediastinum  en- 
larged. 

Ltmgs. — Some  emphysema  at  anterior  borders  of 
both.  Apex  of  left  lung  contains  numerous  cavities, 
none  exceeding  the  size  of  a pea,  occurring  in  nodules 
of  cheesy  matter,  which  again  are  surrounded  by 
areas  of  finely  granular  pneumonic  infiltration.  Non- 
solidified  portions  of  lung  intervene  between  these, 
and  are  loaded  with  frothy  serosity.  The  cheesy 
nodules  here  also  tend  to  form  racemose  groups 
(XV.  bbb).  This  region  is  traversed  by  bands  of 
fibroid  tissue.  Below  this  (above,  in  the  figure) 
the  whole  of  the  lower  third  of  the  upper  lobe  and 
the  upper  portion  of  the  lower  lolm  (which  are  united 
together),  are  converted  into  a solid  indurated  area  of 
semi-cartilaginous-looking  tissue.  It  is  homogeneous 
and  of  a grey  tinge,  except  where  it  is  traversed  by 
lines  of  deeper  pigmentation ; the  cut  surface  is 
smooth  and  glistening  (XV.  c c).  In  it,  however,  are 
some  cheesy  nodules,  d,  and  at  its  lower  margin  some 
racemose  granulations,  from  which  lines  of  fil)roid 
induration  extend  into  the  adjacent  tissue  (XV.  d'). 
At  this  margin,  and  extending  for  some  distance 
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into  this  indurated  part,  are  numerous  cavities,  varying 
in  size  from  a pea  to  a horse-bean.  Some  of  these  can 
be  traced  to  a series  of  sinuous  passages,  and  are 
evidently  formed  by  the  ulceration  of  dilated  bronchi, 
one  of  which  can  be  traced  to  a series  of  such 
cavities. 

Below  this  portion  are  numerous  clusters  of 
granulations  (XV.  a a)  about  the  size  of  a poppy- 
seed, disposed  in  racemose  groups,  some  showing  an 
indurated  and  semi-transparent  centre,  and  w'itli  in- 
duration-matter  between  and  around  them,  extending 
in  branching  lines.  They  are  surrounded  by  granu- 
lations (which  indeed  form  their  margins)  grey,  semi- 
transparent, or  pigmented,  some  caseous,  others 
nodular,  larger  in  size,  and,  as  stated,  forming  case- 
ous masses.  These  are  thickly  scattered  throughout 
the  remainder  of  the  lower  lobe,  the  tissue  of  which  is 
highly  congested  and  oedematous. 

Bight  Lung  emphysematous  in  anterior  border  of 
upper  lobe  and  in  posterior  border  of  lower  lobe. 
The  whole  upper  lobe  is  consolidated  throughout,  ex- 
cept a small  portion  of  its  anterior  margin.  Nearly 
the  whole  of  it  is  converted  into  an  indurated  fibroid 
tissue,  resembling  that  in  the  nriddle  third  of  the 
opposite  lung.  The  upper  portion  of  the  lower  lohe 
is  occupied  by  a tract  of  caseous  matter,  of  the  size 
of  a Tangerine  orange.  It  is  soft  in  consistence,  has 
a finely-granular  fracture,  and  presents  at  its  margin 
irregular  nodules  of  a cheesy  consistence,  varying  in 
size  from  a hemp-seed  to  a pea.  Numerous  masses 
and  nodules  of  a similar  character  are  scattered 
throughout  this  lobe.  None  of  them  present  the  in- 
durated fibroid  centre  seen  in  the  other  lobe,  nor  do 
they  bear  any  resemblance  to  the  granulations  seen 
in  the  base  of  the  opposite  lung. 

BycnchialGlandse\\\axge(\.,  deeply  pigmented,  and 
indurated.  The  post-tracheal  glands  are  deeply  in- 
jected ; they  are  studded  with  small  white  nodules, 
and  here  and  there  with  larger  tracts  of  an  irregular 
shape,  milky-white  in  colour.  There  are  also  some 
small  semi-transparent  granulations  in  the  tissue,  as 
small  as  pins’  points  (XV.  2,  a,  and  XX.  3).  The 
nodules,  the  milky-white  tracts,  and  the  small  granu- 
lations are  scattered  irregularly  through  the  tissue, 
and  are  not  limited  to  any  one  part.  Borne  of  the 
larger  glands  are  both  indurated  and  pigmented,  and 
present  tracts  of  a yellow  colour,  firm  and  resisting, 
in  which  is  a mottling  of  congestion  (3,  a] ; these  tracts 
have  but  little  trace  of  structure  in  their  centres,  but 
at  their  circumference  they  present  an  appearance 
as  if  composed  of  small  granulations,  though  the 
surface  on  section  is  firm  and  smooth  (XV.  3,  b). 

The  Larynx  presents,  at  the  inferior  border  of  both 
vocal  cords,  ragged  ulcerations  with  elevated  edges, 
which,  at  the  inferior  border,  extend  somewhat  deeply 
into  the  cartilages.  There  are  several  spots  of  these 
ulcerations,  which  in  places  contain  cheesy  matter  in 
their  floor  (XX.  3,  cc).  The  under  surface  of  the 
epiglottis  is  studded  with  small  granulations,  some  of 
which  are  semi-transparent  and  of  vesicular  aspect ; 
some  are  caseous  and  passing  into  ulceration  (XX. 

3,  a).  Below  the  vocal  cords,  over  the  cricoid  carti- 
lage, are  numerous  granulations,  some  semi-trans- 
parent and  glistening,  others  opaque,  yellow,  and 
caseous  ; some  of  the  latter  are  passing  into  minute 
ulcerations  (XX.  3 a).  In  the  lower  part  of  the 
trachea  numerous  lenticular  ulcerations  are  scattered 
over  the  highly  injected  mucous  membrane,  mingled 
with  granulations  like  those  last  described  (XX.  3,  b) ; 


and  at  the  bifurcation,  and  especially  in  the  right 
branch,  they  are  so  densely  massed  as  to  occupy 
almost  the  whole  of  the  surface. 

Heart. — Some  dilatation  of  tricuspid  valve. 
Fatty  degeneration,  in  patches,  of  the  muscular 
tissue  of  both  ventricles.  Atheroma  of  posterior  flap 
of  mitral  valve,  and  numerous  patches  of  atheroma  in 
aorta. 

Liver  large  ; measures  12  inches  transverse  dia- 
meter, 11  inches  vertical,  and  2^  inches  greatest 
thickness.  Capsule  adherent  over  right  lobe ; sec- 
tion granular  : tissue  indurated ; some  fatty  degener- 
ation. 

Stomach. — Mucous  membrane  thickened,  indu- 
rated, mammillated,  tough,  opaque  and  cloudy  in 
patches,  and  much  congested  with  arborescent  injec- 
tion, passing  here  and  there  into  minute  extravasa- 
tions. 

Intestines. — Duodenum  presents  similar  indura- 
tion and  thickening  of  mucous  membrane.  One 
Beyer’s  patch,  close  above  ileo-caBcal  valve,  presents 
an  appearance  of  cicatricial  tissue,  but  without  any 
contraction  of  the  intestine. 

Kidneys  indurated,  with  streaks  and  nodules  of 
fatty  degeneration. 

The  Miceoscopig  Appearances  in  these  lungs 
are  the  following  : — 

A.  Areas  of  pneumonic  infiltration  passing  into 
(a)  induration  ; (b)  caseation ; (c)  destructive  change. 

B.  Nodular  masses  of  small-celled  growth,  mingled 
with  epithelial  formation,  and  passing  either  into 
caseation,  or  induration,  or  into  both  combined. 

C.  Nodules  composed  exclusively  of  small-celled 
growth. 

D.  Small-celled  infiltration,  existing  either  alone 
or  combined  in  various  degrees  with  epithelial  proli- 
feration in  the  interior  of  the  alveoli. 

E.  Extensive  areas  of  fibroid  induration. 

F.  Perivascular  and  peribronchial  thickening. 

§ A.  The  pneumonic  areas  are  distinguished  by 
very  large  epithelial  cells,  such  as  have  been  de- 
scribed in  the  case  of  Henshaiv  and  Ellsom,  pp.  179  and 
180.  Independently  of  other  changes  they  are  not 
extensive,  but  are  generally  found  passing  into  one  of 
the  following  : (a)  Induration.  This  takes  place  by 
means  of  a small-celled  growth  in  the  walls  of  the 
alveoli,  similar  to  those  seen  in  XXX.  5 {Policy, 
Acute  Tubercle)  ; XXXVII.  6 and  7 {Griffin)  ; and 
XXXIX.  3 {Gardiner).  It  passes  into  fibroid  growth, 
producing  appearances  like  XLII.  1 {Athvood)  and 
XLII.  6 {Hawkins). — {b)  Caseation  occurs  in  these 
pneumonic  areas  in  parts  where  induration  has  not 
taken  place.  It  is  found  both  in  diffuse  and  lobular 
forms,  giving  appearances  like  XXX.  G and  8 {Acute 
Tubercle)]  XXXVI.  3,  4,  and  5 {Griffin)]  and 
XXXVIII.  3 {Henshaio).  It  proceeds  in  the  same 
manner  as  that  described  under  Griffin  {19)  and 
Gardiner  {22),  and  by  a nuclear  growth  in  the  floor 
of  the  infundibula,  arresting  the  circulation,  and 
leading  to  a granular  disintegration  of  the  tissue. 
The  lobular  forms  are  mainly  determined  by  the 
limitation  of  the  growth  by  the  thickened  zones  of 
perilobular  tissue,  and  thus  may  be  limited  to  single 
lobules,  or  may  embrace  several.  Nodules  of  casea- 
tion also  arise  in  the  manner  to  be  described  under 
§ B. — (c)  Destructive  Change.  The  areas  where  more 
complete  destruction  has  taken  place  resemble  XXXV. 

1,  a a {Brodrich)]  XXXV.  5 {Smith)]  XXXVI.  5 
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(Griffin) ; and  XXXVIII.  3 (Ilenshaw).  The  epithe- 
lial and  small- celled  growths  disappear  by  a granular 
disintegration,  and  only  the  fibroid  structure  is  left. 
The  processes  by  which  this  occurs  are  similar  to 
those  mentioned  in  the  description  of  these  figures. 

§ B.  Nodular  masses  are  very  common  through- 
out this  specimen.  In  their  earlier  stages  they  are 
chiefly  of  the  types  of  XXX.  2 (Coovihes,  Acute 
Ttibercle) ; XXXVII.  5 (Griffin)-  XXXVIII.  7 (Hall) ; 
XXXIX.  7,  cc  (Unwin)  ; and  XL.  1 and  G (Heath). 
They  originate  in  the  alveolar  wall  and  infundibulum 
by  a small-celled  growth,  as  seen  in  XXXVII.  1 and 
2 (Griffin) ; and  XL.  6 and  7 (Heath  and  Mears). 
Some  also  commence  with  a formation  of  giant- 
cells  in  the  centre  of  the  infundibulum,  like  XXXI. 
1 (Shimmick,  Acute  Tubercle).  These  nodules  pass, 
in  some  places,  into  caseation,  like  XXXIX.  7 ( Unwin), 
or  into  groups  of  caseating  lobules  like  XXXIX.  4 
(Price).  Larger  lobules  of  caseation  like  XXXVI.  1 
(Griffin)  are  produced  by  the  confluence  of  lobules 
like  XXXVI.  5 (Griffin).  Other  nodules  of  caseation 
resemble  XXXII.  7,  and  XXXV.  4 (Smith),  l)ut  each 
is  surrounded  by  a dense  small-celled  growth,  and 
some  are  like  XXVIII.  7 (Acute  Tubercle),  commene- 
ing  with  distinct  nodular  masses  of  small-celled 
growth  in  their  centres,  like  XXXV.  G (Smith). 
Some  of  these  nodules  pass  into  induration  like  XL. 
1 and  3 (Carr),  and  XLI.  5 (G.  Roberts). 

§ C.  Small-celled  nodular  growths  like  XXX.  1 
(Policy,  Acute  Tubercle),  are  met  with.  They  appear 
in  some  places  as  outgrowths  from  the  walls  of 
alveoli,  in  which  dense  but  diffuse  small-celled  pro- 
liferation is  proceeding.  In  other  places  they  occur 
in  the  centre  of  lobules,  and  around  them  are  areas 
of  epithelial  pneumonic  infiltration. 

§ D.  Diffuse  small-celled  infiltration  is  one  of  the 
most  common  changes  in  this  lung.  It  occurs  for 
the  most  part  mingled  with  varying  amounts  of  epi- 
thelial proliferation  in  the  interior  of  the  alveoli,  like 
XXXVIII.  8 (Hall)  and  XL.  2 (Heath),  In  some 
places  also  it  proceeds  to  thickening  of  the  tissues, 
like  XXVIII.  1,  9,  10  (Acute  Tubercle]  and  XXXVIII. 
1 (Henshaw).  Areas  of  a more  distinctly  pneumonic 
type-  like  XXXVII.  G (Grffi.n) — have  been  already 
described.  These  tracts  of  infiltration  pass  either  into 
caseation  of  the  type  of  XXXVIII.  3 (Henshaw),  or  of 
destructive  type,  like  XXXV.  1 and  5 (Brodrick  and 
Smith)  and  XXXVI.  5 (Griffin),  or  more  commonly 
into  the  areas  of  induration  next  to  be  described. 

§ E.  The  areas  of  induration  are  the  most  cha- 
racteristic features  of  this  lung.  Some  are  nodular, 
like  XLI.  1 and  3 (Carr)  and  XLI.  7 (Gopfin).  A 
la,rge  number  are  diffuse,  like  XLII.  1 (Attivood)  and 
XLII.  G (Henvkivs).  In  many  places  they  proceed, 
however,  in  a diffuse  form,  from  the  areas  of  small- 
celled  infiltration  previously  described,  by  means  of 
a gradual  thickening  of  the  reticulum  into  broad 
bands  which  enclose  groups  of  cells  in  their  meshes, 
like  XLI.  1,  b,  c (Attwood).  In  some  places  they 
appear  to  extend  into  the  pulmonary  tissue  from  the 
perialveolar  and  peribronchial  thickening,  which  is 
abundant  here  (see  XLII.  7).  They  also  occur  as  broad 
hands,  representing  apparently  thickening  of  the  in- 
terstitial tissue,  like  XLII.  7 (d,  d).  In  all  tlie  latter 
cases  there  are  few  or  no  remains  of  epithelial  cells 
visible,  and  the  tissue  consists  of  a more  or  less  dense 
mass  of  ramifying  lu'oad-lmnded  fibres,  among  which 
is  imbedded  a small-celled  growth. 

These  indurations  are  variously  intermingled  with 


pneumonic  areas,  with  and  without  alveolar  thicken- 
ing and  fibroid  changes,  and  with  caseous  nodules 
and  areas  of  pneumonic  caseation.  Areas,  like 
XXXVI.  3 and  XXXVII.  4 [Griffin],  of  growth 
in  the  alveolar  walls  mingled  with  diffuse  and  nodular 
forms  of  caseation,  are  also  common  in  the  parts 
where  induration  is  less  mai’ked,  and  are  even  found 
among  the  latter,  giving  to  the  whole  of  the  struc- 
ture a very  complex  arrangement. 

Giant-cells,  some  of  large  size  incli),  are 

very  abundant  both  in  the  pneumonic  and  indurating 
areas,  and  also  in  the  nodular  forms.  In  the  pneu- 
monic areas  they  are  seen  of  the  types  of  XXXII. 
1,  11  ; and  they  are  found  of  the  types  of  XXXII. 
5,  7,  8,  and  10 ; and  also  of  XXXIII.  G and  11. 

Pigment  is  abundant  throughout  this  lung. 

§ F.  Perivascular  and  peribronchial  induration  is 
very  common.  It  is  mostly  of  the  fibroid  type,  but 
proceeds  by  a small-celled  growth.  No  ulceration  ot 
the  bronchi  is  seen,  but  inspissatioir  of  their  contents 
is  observed  in  some  tubes  with  thickened  walls. 

Lary  nx. — Sections  of  the  laryngeal  mucous  mem- 
brane are  seen  in  XXXIV.  2 and  3.  In  places  where 
ulceration  has  not  commenced  (fig.  3)  there  is  ob- 
served to  be  a proliferation  of  the  epithelium  of  the 
surface,  and  a dense  small-celled  growth  immediately 
below  this  (see  description  of  Plate  XXXIV.),  extend- 
ing through  the  whole  of  the  sub-mucous  layer  and 
recommencing  around  the  mucous  glands.  When 
ulceration  has  already  occurred  (fig.  2),  the  accumu- 
lation of  the  small-ceiled  growth  in  the  sub-inucous 
tissue  is  seen  to  be  denser,  and  to  have  arranged  it- 
self in  quasi-nodular  forms  (miliary). 

Glands.- — The  lymphatic  glands  show  changes 
closely  corresponding  in  many  parts  to  those  found 
in  the  lungs.  The  milky-looking  spots  are  seen  to 
correspond  to  dense  accumulations  of  nuclei.  In  other 
parts,  the  trabeculse  are  occupied  by  dense  masses 
of  nuclear  growth.  There  are  in  addition  scle- 
rotised  areas,  seen  in  XXXIV.  7,  and  elsewhere 
resembling  XLI.  1 (Carr,  lung)  ; while  in  otherplaces 
appearances  are  seen  like  XLI.  7 (Goppiii,  lung). 
Some  of  these  masses  of  sclerotised  tissue  pass  into 
caseation  or  granular  disintegration. 


CASE  30. 

Chronic  Phthisis.  Indurating  Tubbrculisation. 

Plates  XVI.  ; XXXIII.  figs.  7 and  8;  XLI.  figs.  1, 
2,  3,  and  4. 

SuMMABV.— F’.  36.  Duration  of  marked  symp- 
totns  four  or  five  months  ; weakness,  shortness  of 
breath,  cough,  thick  yellow  expect  oration,  cedcina, 
p>allor.  Signs  of  consolidation  and  excavation 
throughout  left  lung,  and  of  consolidation  at  apex  of 
left.  Urine  albuminous.  Diarrhoea. ^ Pyrexia  for 
tiie  most  part  absent. — Left  lung  consisted  of  a dense 
fi.broid  tissue  containing  numerous  cavities,  one  occu- 
■pying  almost  the  whole  apex.  Dilatation  and  thicken- 
ing'of  bronchi.  Bight  lung  contained  a small  cavity, 
surrounded  by  ind'urcition  at  the  apex;  elsewhere  it 
contained  indurated  or  caseating  nodules  with  fibrous 
capsules.  Larynx  and  intestine  ulcerated.  Liver 
lardaceous  and  fatty.  Kidneys  granular,  and  fatty 
degeneration.  ‘ Sago  spleen.’’ 
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Mary  Ann  Care,  aged  3G,  admitted  University 
College  Hospital  March  2,  18G7  ; died  on  or  about 
April  15,  18G7. 

Family  History. — Imperfect ; no  chest  affections 
known. 

Personal  History. — Born  in  London  ; lived  badly 
in  childhood  ; never  wore  flannel.  Went  into  service 
in  laundry  at  11,  and  worked  in  ironing-room  fourteen 
years.  Menses  appeared  at  sixteen  or  seventeen. 
Was  regular  up  to  marriage.  Married  at  25  ; has 
had  three  children  ; good  confinements.  Children  are 
living  and  healthy  ; suckled  each  for  nine  months. 
Menstruation  regular  in  intervals  between  lactation 
and  pregnancies.  Has  been  at  times  subject  to 
leucorrhoea,  but  not  profusely.  Never  very  strong, 
but  has  not  been  ill  or  laid  by  till  present  time. 

Present  Illness. — Twelve  mouths  ago  menses 
ceased  suddenly  without  assignable  cause.  About 
this  time  she  had  moved  to  newly-built  rooms  over 
stables,  which  were  very  cold.  She  only  dates  her 
present  illness  from  three  months  ago,  when  she 
became  very  weak  and  had  shortness  of  breath.  No 
rigors  or  other  symptoms  of  acute  invasion.  Cough 
commenced  two  months  ago  ; was  worst  at  night. 
Expectoration  from  first,  thick  and  yellow ; never 
had  hemoptysis.  Has  suffered  from  palpitation  on 
exertion  tor  past  twelve  months.  Feet  and  legs 
began  to  swell  a fortnight  before  admission.  Has 
had  occasional  perspirations  of  late,  not  profuse. 

State  on  Admission. — Waxy  look  of  face  ; marked 
anemia  ; finger-ends  clubbed  ; nails  incurvated  ; 
ankles,  legs,  and  skin  of  thorax  pit  on  pressure. 
Dyspnoea  on  exertion,  not  at  rest.  Cough  frequent, 
with  moderate  amount  of  thick  yellow  expectora- 
tion. Chest  pigeon-breasted  ; flattening  from  fourth 
to  seventh  cartilages.  Signs  of  consolidation  in 
greater  part  of  left  front  and  back,  with  signs  of  ex- 
cavation both  at  apex  and  base,  anteriorly  and  pos- 
teriorly, and  coarse  rales  over  the  whole  side. 

Eight  side  generally  hyperresonant,  with  ex- 
aggerated breathing,  but  some  signs  of  consolidation 
at  apex  and  mid- scapular  region,  and  coarse  rales  in 
mammary  region.  Heart-sounds  natural.  Urine 
albuminous,  with  waxy  casts.  Diarrhoea  rvas  present, 
also  retching  in  the  morning.  The  patient  died,  ex- 
hausted, six  weeks  after  admission. 

The  temperature  never  exceeded  99°.  It  was 
almost  always  normal,  but  on  a few  occasions,  both 
morning  and  evening,  it  was  subnormal. 

Post-mortem. — Lungs  : Left  strongly  adherent 
to  thorax.  The  adhesions  at  the  apex  consist  of 
dense  induration-matter,  from  a quarter  to  three- 
(juarters  of  an  inch  in  thickness.  The  apex  is  en- 
tirely converted  into  a large  cavity  lined  by  a deeply 
injected  false  membrane.  In  it  are  a few  projecting 
nodules,  pigmented  externally  and  cheesy  in  centre. 
The  cavity  is  crossed  by  bands  and  trabeculfe  in  all 
directions.  The  lower  lobe  is  almost  entirely  con- 
verted into  fibrous  tissue  and  cavities,  hardly  any 
pulmonary  tissue  is  present.  The  bronchi  pass  into 
an  irregularly  trabeculated  structure  of  firm  fibrous 
consistence  and  deeply  pigmented.  The  bronchi 
themselves  are  thickened,  their  elastic  fibres  are 
hypertrophied,  and  in  many  places  they  are  dilated. 
Here  and  there  are  a few  fine  granulations,  and  a few 
cheesy  nodules,  but  the  whole  lung  is  in  a state  of 
fibroid  transformation. 

The  right  lung  has  some  loose  adhesions  in  places. 


A group  of  these  are  at  a dense  puckered  contraction 
in  the  upper  lobe — over  which  there  is  much  hyper- 
emia (XVI.  1).  This  is  found  to  correspond  to  a 
cavity,  the  size  of  a Maltese  orange,  surrounded  by 
indurated  walls,  and  having  the  same  characters 
as  the  cavities  observed  in  the  left  lung.  Throughout 
this  lobe  there  are  large  tracts  of  fibroid  induration, 
similar  to  those  seen  in  the  left,  and  there  are  also 
scattered  firm  racemose  nodules  (XVI.  2,  a),  indurated 
and  pigmented,  which,  when  seen  near  the  surface, 
give  this  a peculiar  puckered  aspect.  These  nodules 
are  semi-cartilaginous  in  hardness,  and  for  the  most 
part  semi-transparent ; a few  caseous  spots  appear 
among  them,  but  these  are  not  common.  They  con- 
sist of  small  nodules  enca.psuled  by  a semi-cartila- 
ginous  material  (XVI.  2,  b).  In  some  places  large 
masses  are  thus  seen,  encapsuled  externally,  but 
caseous  in  their  centres  (XVI.  2). 

One  Bronchial  Gland,  in  the  hilusof  the  left  lung 
contains  a cheesy  mass  ; otherwise  the  glands  are  un- 
affected. The  Larynx  and  upper  part  of  the  Trachea 
contain  a few  small  spots  of  ulceration.  These  are 
round,  smooth-edged,  not  thickened,  and  not  everted. 
They  do  not  exceed  a millet-seed  in  size,  and  have  no 
evidence  of  tubercle  in  their  floors. 

Heart.— 'Some  gelatuious  swelling  of  edges  of 
flaps  of  mitral  and  tricuspid  valves.  Muscular  tissue 
healthy. 

Liver  large,  pale  ; not  waxy,  but  iodine  shows 
faint  lines  of  staining  in  course  of  blood-vessels  : 
aspect  that  of  the  granular  form  of  albuminoid  de- 
generation. 

Kidneys  pale,  soft,  with  streaks  of  fatty  degenera- 
tion : general  cloudy,  granular  appearance  : do  not 
stain  with  iodine. 

SgAeen  typical  ‘ sago  ’ character,  stains  markedly 
with  iodine. 

Stomach  healthy.  Intestines. — Lower  end  of 
ileum  presents  several  ulcers,  with  granulations  and 
cheesy  matter  in  their  floor.  Some  of  the  solitary 
glands  are  enlarged,  fluctuating,  and  when  cut 
allow  escape  of  gruel-like  matter  ; after  the  escape  of 
this  an  undermined  ulcer  is  found,  wuthout  tubercle 
or  cheesy  matter  either  in  the  walls  or  the  floor. 
There  is  much  ulceration  in  ctecum.  The  intestines 
give  a brown  stain  with  iodine  in  their  villi. 

U terns  and  Ovaries  healthy. 

Microscopic  Appearances. — By  far  the  larger 
proportion  of  changes  in  this  lung  consist  of  nodular 
masses  of  extreme  fibroid  change,  as  seen  in  XLI.  1 
and  3.  They  tend  to  become  confluent,  and  pass  into 
tracts  of  broad-banded  fibres,  or  into  areas  of  almost 
homogeneous,  fibroid-looking  tissue,  only  interrupted 
by  lacunae,  like  the  remains  of  the  channels  seen  in 
sections  of  tendon.  In  other  places,  and  mingled 
with  these,  are  nodules,  here  and  there  caseous  in 
their  centres,  and  indurated  in  their  periphery,  hav- 
ing, beyond  the  zone  of  induration,  a third  outer  zone 
of  mingled  small-celled  and  epithelial  infiltration 
(XLI.  3 and  4).  The  origin  of  both  these  forms  is 
seen  to  be  from  nodules  like  XXXVH.  5 {Griffin) ; 
or  XL.  1 and  8 {Heath).  The  small-celled  growth 
invading  the  alveoli  passes  into  fibroid  change,  as  seen 
in  XLI.  l,hbh,  by  processes  akin  to  those  seen  in 
XLI.  7 {Co2J'pin)  and  XLH.  1 and  2 {Attwood  and 
Boberts).  The  manner  in  which  the  change  takes 
place  is  seen  in  XLI.  2.  Broad  bands  form  in  the 
floor  of  the  alveoli,  and  also  in  their  walls.  These 
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have  their  origin  from  the  reticulum  of  new-forma- 
tion  between  the  cells,  and  pass  into  broad  bands 
until  the  whole  become  more  or  less  homogeneous, 
and  the  cells,  at  first  imbedded  in  the  meshes 
of  the  reticulum,  gradually  disappear.  In  some 
places,  remains  of  alveoli,  instead  of  becoming  fused 
in  the  fibroid  transformation,  caseate,  and  the  two 
processes  are  thus  intermingled.  Groups  of  no- 
dules are  seen  almost  side  by  side,  some  in  the 
early  stage  of  change  from  a lobular  pneumonia  to  a 
dense,  small-celled,  lobular  mass,  others  fibroid,  and 
others  caseating  to  a greater  or  less  degree.  Giant- 
cells  are  common  in  the  centres  of  the  alveoli.  They 
present,  in  early  stages  of  the  transformation,  the 
types  of  XXXII.  5,  8,  and  10 ; XXXIII.  2.  Forms 
like  XXXIII.  10  are  also  seen.  As  the  fibroid  change 
advances,  the  giant-cells  are  seen  to  participate  in 
this  by  a thickening  both  of  their  investing  substance 
{mantle),  and  also  of  the  processes  proceeding  from 
them,  producing  changes  like  those  seen  in  XXXIII. 
7 and  8,  and  XXXII.  0.  Similar  cells  are  also  seen 
in  the  periphery  of  the  nodules  of  induration,  but 
their  origin  and  change  are  identical  with  the  fore- 
going. 

Pneumonic  areas  are  met  -with  rarely.  When 
present  they  are  associated  with  perialveolar  small- 
celled  growth,  and  pass  into  areas  of  induration  like 
XLII.  1 {Attwood)  and  XLII.  G (Ilaivkins).  The 
small-celled  growth  tends  in  places  to  form  isolated 
‘ miliary  ’ nodules,  but  these  also  participate  early 
in  the  common  fibroid  change,  in  which  they  become 
merged  and  disappear. 

There  is  considerable  perivascular  thickening 
{see  XLI.  1,  e),  mostly  of  the  fibroid  type.  In  a few 
places  it  is  found  in  an  earlier  stage  of  small-celled 
growth.  Peribronchial  thickening  is  also  found,  but 
to  a less  degree  than  the  perivascular. 

CASE  SI. 

Tubekctilar  Induration  and  Pneumonia. 

Plates  XVII.  figs.  1 and  3 ; XL.  fig.  10. 

Summary. — M.  Ii5,  Cough  for  two  years,  vary- 
ing loeahness,  occasional  hcemoptysis.  Seven  iveeks 
before  death,  signs  of  consolidation  and  excavation  in 
left,  and  slighter  consolidation  in  right  lung.  Con- 
tinuous pyrexia ; diarrlma. — Extensive  tracts  of 
fibroid  induration  in  the  lungs,  with  a very  large 
cavity  in  the  left  apex;  grey  granulations,  apparently 
recent,  passing  into  fibroid  change  ; grey  pneumonic 
infiltration.  Tubercular  ulceration  of  intestine. 

John  Lack,  letat.  4.5,  domestic  servant,  admitted 
University  College  Hospital  January  15  ; died  March 
7,  18G8. 

Family  History. — No  hereditary  tendency  to  lung- 
disease  known. 

Personal  History. — lias  lived  well.  Has  taken 
alcohol,  somewhat,  but  not  largely,  in  excess.  Has 
had  the  eruptive  fevers  of  childhood,  and  also  gonor- 
rheea.  Has  been  liable  to  rheumatic  pains. 

Present  Illness. — Commenced  two  years  ago, 
Hecernber  18G5  ; attributed  to  chill.  Began  with  a 
cough,  unattended  with  expectoration,  which  con- 
tinued until  the  spring  of  18G7  ; when  he  had  a 
temporary  cessation  of  the  cough  and  marked  im- 
provement in  general  health  until  August  18G7. 


Since  the  latter  date  there  has  been  a great  and  pro- 
gressive increase  in  weakness,  which  continued  until 
admission.  In  the  spring  of  18GG,  he  was  also  ex- 
tremely weak,  and  had  night-perspiration.  In  the 
autumn  of  1806,  he  had  three  successive  attacks  of 
Inemoptysis,  and  brought  up  about  half  a pint  of 
hlood  altogether.  For  the  last  six  weeks  he  has  had 
indigestion,  weight  and  fuhiess  after  meals,  with  oc- 
casional abdominal  pain,  nausea  in  the  morning,  and 
much  flatulence. 

State  on  Admission. — Extreme  marasmus, 
great  amemia.  Breath  so  short  as  to  render  him  in- 
capable of  the  slightest  exertion.  Arcus  senilis  well 
marked  ; arteries  tortuous.  Cough  not  frequent ; no 
expectoration  whatever.  Chest  : great  flattening  of 
left  side,  which  measures,  in  semi-diameter,  1|  inches 
less  than  right.  Heart  : apex  in  normal  site  ; no 
murmur,  base  or  apex.  The  left  lung  presents 
physical  signs  of  extensive  consolidation  in  the  whole 
of  the  upper  part,  front  and  back,  with  a large  cavity 
under  the  clavicle.  Consolidation  also  in  the  axillary 
and  mammary  regions,  and  throughout  the  back, 
except  at  the  extreme  base,  where  percussion-note 
is  hyperresonant.  Eight  apex  : hyperresonance  an- 
teriorly, and  evidence  of  consolidation  posteriorly. 
Hyperresonance  also  at  right  back  posteriorly,  below 
scapula.  Tongue  furred,  much  thirst  ; nausea  occa- 
sionally ; flatulence  and  occasional  abdominal  pain. 
The  urine  was  free  from  albumen.  The  sp.  gr. 
varied  from  1010  to  1025. 

Diarrhoea,  which  had  existed  in  September,  recurred 
in  February,  and  he  died  exhausted  on  March  7. 
The  temperature  records  are  somewhat  imperfect, 
but  they  show  that,  even  in  the  morning  he  was 
almost  continuously  febrile  during  his  stay  in  hospital. 

Post-mortem. — Larynx  and  Trachea  perfectly 
healthy. 

Lungs. — The  left  is  firmly  adherent  to  the  thoracic 
wall,  especially  at  the  apex,  where  the  membranes  are 
very  thick.  The  right  has  only  loose  recent  adhesions. 
Some  dilatations  (fusiform)  of  bronchi  where  they 
pass  through  dense  fibrous  tissue  in  both  lungs. 
No  other  bronchial  changes.  The  right  apex  is  con- 
verted almost  entirely  into  a dense,  indurated  tissue, 
chiefly  fibrous,  deeply  pigmented,  and  yet  composed 
of  masses  of  indurated  granulations.  The  granula- 
tions are  more  distinct  at  the  margins,  where  they 
form  groups  projecting  above  the  adjacent  pulmonary 
tissue.  In  the  tissue  a few  small  cavities  are  present. 
Groups  of  these  granulations,  which  form  masses  of 
the  size  of  a pea,  a bean,  a walnut,  or  a Maltese 
orange,  are  scattered  through  the  tissue  of  this  lung, 
which  is  emphysematous  (XVII.  1,  a,  a).  Isolated 
granulations,  firm,  indurated,  pigmented,  are  also 
seen  scattered  through  this  emphysematous  tissue, 
and  by  their  conglomeration  they  form  tlie  larger 
nodular  masses.  These  granulations,  whether 
singly  or  in  groups,  are  for  the  most  part  indurated. 
Single,  isolated.granulations  are  also  scattered  thickly 
throughout  this  lung;  most  of  them  are  transparent, 
small,  glistening,  and  firm.  Others  are  rather 
larger,  greyish,  whitish,  or  yellow,  either  centrally 
or  througliout.  They  are,  however,  in  most  cases, 
firm  and  indurated,  a few  only  of  the  yellow  ones 
being  soft.  In  some,  a small  cavity  appears  in  the 
centre  (1,  b).  Small  cavities  are  also  seen  here  and 
there,  in  the  midst  of  the  nodules  of  induration. 
Portions  of  lung  between  these  masses  of  induration 
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are  of  a bright  scarlet  hue,  and  deeply  injected, 
(fig.  1,  c,  c).  The  lower  part  of  the  upper  lobe  con- 
tains an  area  of  grey  pneumonic  infiltration.  In  this 
infiltration,  opaque  spots  are  seen,  of  variable  size, 
from  a split  pea,  or  a hemp-seed,  to  a poppy-seed. 
They  are  opaque  and  yellow ; some  have  softened 
into  cavities,  with  a caseous  floor  in  which  no 
granulations  are  visible,  and  in  some  places 
larger  areas  of  caseous  infiltration  are  seen,  which 
have  a more  granular  surface  {see  fig.  3,  c).  The  lower 
lobe  contains  masses  and  granulations  similar  to 
those  described  in  the  upper  lobe. 

The  left  lung  had,  in  the  apex,  a large  cavity, 
crossed  in  all  directions  by  bands  and  trabecuhn, 
and  having  caseous  nodules  in  its  walls.  Much  of 
the  tissue  surrounding  it  is  emphysematous.  In  this 
emphysematous  tissue  are  firm,  yellowish  nodules, 
surrounded  by  a zone  of  semi-transparent  fibroid 
growth.  A little  lower  are  nodules  of  caseous 
matter  of  the  size  of  a hemp-seed,  finely  granular  on 
section,  some  of  which  are  softening  into  cavities. 
Still  lower  down,  in  similar  emphysematous  tissue, 
are  thickly  scattered,  semi-transparent,  grey  granu- 
lations, most  of  which  are  isolated,  but  between  the 
indurated  granulations  in  some  places  pass  bands  of 
fibroid  tissue  which  are  much  pigmented,  giving  to 
this  part  of  the  lung  (in  which  the  emphysematous 
character  is  still  apparent)  a peculiar  fibroid  look. 
The  granulations  are  nearly  all  semi-transparent, 
but  some  are  opaque,  with  a central  cavity.  Large 
tracts  and  large  nodules  also  exist,  composed  of 
fibroid  tissue,  similar  to  that  described  in  the  opposite 
lung.  They  stand  out  prominently  from  the  lung- 
tissue.  This  fibroid  tissue  is  mottled  with  yellowish 
specks,  and  with  a few  yellowish  streaks,  and  in  it 
are  a few  small  cavities.  In  the  lower  lobe  is  an  area 
of  pneumonic  infiltration,  somewhat  similar  to  that 
seen  in  the  opposite  lung  ; part  of  it  is  semi-trans- 
parent, grey,  and  homogeneous,  but  small  yellow 
specks  are  thickly  scattered  through  it.  Parts  are 
yellow,  finely  granular,  and  friable  (caseous),  and  in 
these  latter,  patches  of  softening  are  seen,  breaking 
down  into  cavities.  The  excavations  vary  in  size 
from  a walnut  to  a pea ; some  are  elongated  and 
communicate  with  bronchi. 

Heart  healthy,  with  the  exception  of  some  opacity 
and  slight  thickening  of  the  mitral  valve. 

Stomach  and  dzmcZeuztuz.  very  hyperffiinic  ; mucous 
memlu’ane  thickened,  and  roughly  granular.  There 
are  a few  spots  of  follicular  ulceration.  Ilypersemia 
also  ol  jejunum.  Throughout  ileum  there  is  extensive 
ulceration  of  Peyer’s  patches.  Some  ulcers  have 
thickened  edges,  and  there  are  minute  granulations 
in  their  floor.  Others  have  sharply  punched  out 
edges,  without  thickenmg  or  granulations.  Exten- 
sive ulceration  is  also  seen  in  the  caput  cacum  coli, 
and  a few  ulcers  exist  in  the  colon. 

Kidneys  studded  with  tubercular  granulations  ; 
capsule  thickened,  tissue  indurated,  with  shrinking 
of  cortical  substance. 

Liver  contains  tubercular  granulations.  Tissue 
otherwise  healthy.  Spleen  natural.  Mesenteric 
glands  indurated. 

klicROscopic  Examination  shows  that  the 
greater  part  of  the  changes  in  these  lungs  arise  from 
perialveolar  small-celled  growth,  diffuse  or  in  nodules. 
In  a few  places,  pneumonic  changes  are  found,  the 
alveoli  being  filled  with  large  epithelial  cells.  The 


walls  thicken  with  nuclear  growth,  and  may  then 
present  extensive  diffused  tracts  like  XXXVIII.  8 
(Hall) ; XXXIX.  3 [Gardiner) ; XL.  1 and  2 (Heath). 
These  changes,  in  some  places,  pass  into  areas  of 
extensive  fibroid  induration,  or  they  caseate  acutely, 
producing  areas  like  XXXVI.  4 {Griffin)  and 
XXXVIII.  8,  9 (Hall).  In  other  parts,  the  caseation 
is  of  a more  fibroid  type,  becoming  finely  granular 
like  XXXVIII.  3 {Henshatv) ; and  in  other  cases, 
again  they  pass  into  the  destructive  type  of  XLlII.  5 
{Heath),  while  in  some  they  simply  produce  large 
areas,  with  caseous  centres  surrounded  by  a zone  of 
thickened  interlobular  tissue,  an  exaggeration  in 
size,  but  presenting  all  the  other  characteristics,  of 
the  nodular  form  of  caseation  seen  in  XXXIX.  5 
and  7 {Overall  and  Umuin). 

N'odular  changes  of  the  lobular  form  are,  how- 
ever, the  most  common.  They  resemble  for  the  most 
part  those  seen  in  XXXIX.  7 {Unwin) — a caseous 
centre  surrounded  by  a zone  of  induration,  or  by  this 
comhined  with  a small-celled  growth.  The  origin 
of  these  can  be  seen  to  be  from  nodules  like  XXXIX. 
7,  e,  c,  cl  {Unwin),  which,  in  their  earlier  stages, 
proceed  hy  an  invasion  of  the  lohules  with  small- 
celled  growth,  at  first  mingled  with  epithelial  cells 
like  XXXVII.  5 {Griffin),  and  XXXVIII.  7 {Hall). 
This  is  shown  in  XL.  10,  where  much  pigment  exists 
in  the  epithelium.  The  early  stages  of  this  growth 
resemble  XXXVII.  1,  a,  and  2 {Griffin)  ; and  XL.  6 
{Heath),  where  the  nuclear  growth  invades  the  floor 
of  the  alveoli,  and  gradually  replaces  the  epithelial 
formation,  and  they  may  at  last  proceed  to  miliary 
nodules  of  small-celled  growth  like  XXX.  1 {Acute 
Tubercle).  Instead  of  caseation,  however,  these 
nodules  may  pass  into  extensive  fibroid  change,  pro- 
ducing tracts  like  XLI.  1 {Carr),  or  the  nodules  may 
indurate  in  the  centre,  and  remain  surrounded  by  a 
zone  of  dense  nuclear  growth,  like  XLI.  3 and  5 {Carr 
and  Boberts).  The  process  by  which  this  occurs  is 
seen  to  resemble  those  of  XLI.  2 {Carr)  and  XLI.  7 
{Coppin).  The  caseating  and  indurating  processes 
are  variously  intermingled,  but  the  types  are  usually 
distinct  throughout  these  lungs. 

Giant-cells  are  abundant  throughout  these  speci- 
mens. They  occur  in  the  centres  of  alveoli  like 
XXXIII.  3 and  7,  and  also  in  the  peripheral  zone, 
both  of  the  indurating  and  caseous  masses. 

Perivascular  thickening  is  common,  chiefly  of  the 
fibroid  type.  Peribronchial  thickening  is  less  common, 
hut  it  occurs,  chiefly  fibroid  in  type,  and  unattended 
with  any  evident  bronchial  ulceration. 

Commentary.— On  comparing  the  history  of 
this  case  with  the  ^;osf-7?^orfem  appearances,  it  should 
be  observed  in  the  first  place  that  it  advanced  by  a 
series  of  attacks  with  intermissions,  and  that  death 
was  apparently  the  result  of  two  factors,  viz.  serious 
diminution  of  the  respiratory  capacity  and  exhaustion 
by  diarrhoea. 

The  more  recent  changes  in  the  lung  appear  to 
have  led  up  to  those  of  a more  advanced  kind,  and 
the  essential  nature  of  nearly  all  is  an  evolution  of 
grey  granulations,  around  which  pigmented  fibroid 
tissue  gradually  forms,  until  they  become  merged  in 
dense  fibroid  masses.  There  is,  in  addition,  a certain 
degree  of  pneumonic  infiltration,  followed  by  thicken- 
ing and  occlusion  of  the  alveolar  walls,  and  leading, 
in  some  places,  to  rapid  caseation  of  masses  which 
probably  originally  were  groups  of  granulations. 
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around  which  the  pneumonic  processes  occurred.  It 
is  probable  that  the  cavity  at  the  left  apex  may  have 
been  due  to  an  attack  of  this  nature  in  the  autumn  of 
1866. 

If  this  view  of  the  nature  and  progress  of  the 
pulmonary  consolidation  be  correct,  it  will  be  seen 
that,  unlike  some  cases  in  which  the  chronic  fibroid 
induration  was  due  to  the  pneumonic  exudation 
followed  by  alveolar  thickening,  in  this  instance  it 
was  due  to  a series  of  attacks  of  acute  tuberculisation, 
the  earlier  of  which  were  recovered  from,  but  with 
fibroid  change. 

I am  disposed  to  believe  that  this  is  a more 
common  form  of  progressive  pulmonary  phthisis  than 
is  now  usually  accepted.  It  was  recognised  by  Bayle 
and  Laennec,  but  since  modern  theory  has  restricted 
the  significance  of  the  grey  granulation,  it  has  hot 
had  that  degree  of  recognition  which  it  appears  to 
deserve.  The  oirly  alternative  is  to  term  it  a chronic 
lobular  pneumonia,  but  this  appellation  would  leave 
out  of  view  the  constitutional  state  which  induces  the 
chronicity,  and  which  is  best  expressed  by  the  term 
‘ tubercular.’  The  infiltration  of  the  intestines  again 
points  to  a general  constitutional  state. 

CASI<J  32. 

Chronic  Induration  of  Lungs. 

Plate  XLII.  fig.  1. 

Eef. —Chronic  Pneumonia,  p.  47. 

Summary. — M.  60.  Previous  rheumatic  gout. 
Palpitation  and  ivinter  cough  for  several  years.  In- 
crease of  cough,  with  copious,  greenish,  offensive  ex- 
pectoration ; pain  in  left  side  ; progressive  tveakness 
and  emaciation.  Left  side  of  chest  dull,  retracted, 
motionless ; breathing  tubular  and  bronchial,  in 
p)laces  inaudible.  Abundant  rales  in  both  lungs. 
Mitral  regurgitant  murmur.  Duration  of  symptoms 
a year.  Pyrexia  slight  and  inconstant. — Left  lung 
intense  fibroid  induration  throughout,  grey  and  black, 
semi-cartdaginous  in  consistence  ; a small  cavity  at 
apex.  Bronchi  dilated  in  both  lungs.  Pulmonary 
ap)op)lexy  and  old  pleiorisy  at  right  base. 

William  Attwood,  aatat.  60,  admitted  University 
College  Hospital  June  2 ; died  November,  1870. 

Family  Ilistoriy — One  sister  had  cancer.  No 
tendency  to  lung  affection  or  other  hereditary  disease 
known. 

Personal  History. — A gardener’s  labourer  ; well 
fed  and  clothed.  Takes  two  or  three  pints  of  beer 
daily.  No  spirits.  House  dry  and  airy.  Five  years 
ago  had  an  attack  of  ‘ rhelfmatic  gout.’  Has  suffered 
from  palpitation  for  three  years.  Has  had  cough 
every  winter  for  seven  or  eight  years,  with  shortness 
of  breath. 

Present  Illness  dated  by  patient  from  October 
1869  ; attributed  to  a wetting.  It  was  followed  by  a 
pain  in  the  left  side  of  his  chest,  aching  in  limlis, 
thirst,  and  copious  expectoration.  He  lost  flesh  and 
grew  weak,  and  had  to  leave  off  work  on  December  1. 
The  sputa  became  offensive  two  months  ago.  Six 
weeks  ago  he  noticed  streaks  of  blood  in  them. 

Symptoms. — Emaciation  marked  ; anannia  dis- 
tinct ; muscles  wasted  ; ends  of  fingers  clubbed ; 
commencing  arcus  senilis.  Kespiration  accelerated  ; 


no  subjective  sense  of  dyspnoea  while  lying  in  bed. 
Occasional  profuse  perspiration.  Appetite  bad. 
Paroxysmal  cough,  worse  at  night.  He  expectorated 
a copious  amount  of  greenish,  semi-fluid  sputa,  the 
upper  part  frothy,  and  beneath  this  were  nodulated 
masses,  greyish-green  in  colour,  and  having  an 
offensive  odour. 

Heart  : impulse  diffused,  extending  from  half  an 
inch  outside  nipple-line  to  epigastrium.  Systolic 
apex  thrill  and  loud  rough  systolic  apex-murmur, 
lessening  in  intensity  towards  base. 

Physical  Signs. — Marked  general  retraction  of 
left  -side,  especially  in  infra-clavicular  region  ; expan- 
sion of  this  side  nil.  Left  side  absolutely  dull,  with 
great  resistance,  except  in  a limited  area  in  left 
infra-clavicular  region,  where  there  is  some  high- 
pitched  resonance.  The  respiratory  sounds  on  the 
left  side  were  tubular  under  the  clavicle  and  in  the 
upper  scapular  and  axillary  regions,  and  also  at  the 
extreme  base,  alternating,  in  the  first-named  situa- 
tion, with  occasional  almost  complete  suppression. 
Throughout  the  rest  of  this  side  the  respiration  was 
bronchial  or  blowung.  Coarse  bubbling  rales  were 
heard,  and  coarse  metallic  moist  rales  were  present 
from  time  to  time  in  all  these  situations.  The  vocal 
fremitus  was  exaggerated  throughout  the  side.  Bron- 
chophony w'as  also  present  throughout  the  greater 
part  of  the  side.  Whispering  pectoriloquy  existed  at 
the  apex,  front  and  back,  and  also  at  the  base  pos- 
teriorly. The  right  back  on  admission  was  healthy. 

In  September,  an  attack  of  pneumonia  oc- 
curred at  the  right  base ; the  patient  gradually 
grew  weaker,  and  died  in  November.  Hiemoptysis 
occurred  occasionally  during  the  latter  period  of  his 
life.  The  urine  from  time  to  time  contained  a trace 
of  albumen. 

He  was  only  slightly  feverish  during  the  whole 
of  this  period.  Sometimes,  for  a week  at  a time, 
the  temperature  only  reached  99°.  Then  it  would, 
for  many  days,  range  from  100°  to  101°,  the 
morning  temperature  being  sometimes  98’4°  to  99°, 
sometimes  100°.  It  only  once  reached  103°,  and  once 
102°.  The  pulse  was  habitually  rapid,  varying  from 
80  to  100.  The  respiration  was  commonly  from  24  to 
32,  occasionally  reaching  36  and  40. 

Post-mortem. — In  my  absence  the  organs  were 
removed  and  placed  in  spirit. 

Lungs. — It ight  mu ch  enlarged.  Bronchial  glands 
natural  and  small.  Bronchi  show,  in  some  places, 
fusiform  dilatations,  but  these  are  not  well  marked. 
Where  they  occur,  they  are  surrounded  by  indurated 
pulmonary  tissue,  and  in  one  spot,  in  the  posterior 
part  of  the  middle  lobe,  there  is  a limited  area  of 
this  induration,  deeply  pigmented,  in  which  the 
bronchi  show  fusiform  dilatations,  passing  at  their 
extremities  into  the  globular  form.  In  the  lower 
lobe  there  is  a spot  of  pulmonary  apoplexy,  occupy- 
ing an  area  of  two  inches  S(2uare,  and,  at  the  base, 
another  spot  of  induration,  covered  by  a greatly 
thickened  pleura.  In  this  area  also  the  bronchi  are 
found  dilated. 

Left  lung  shrunken  and  contracted,  adherent 
firmly  to  costal  pleura,  and  the  pulmonary  pleura  is 
thickened.  Bronchi  universally  dilated  ; the  dilata- 
tions are  fusiform  for  the  most  part,  hut  some  are 
markedly  sacculated,  and  the  transverse  bands  are 
much  thickened  ; the  mucous  membrane  is  distinct. 
At  the  apex,  a small  excavation  corrmunicates  with 
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a bronchus.  It  is  irregular  in  form,  and  for  the  most 
part  is  tilled  with  calcareous  matter.  When  this  is 
taken  out,  the  walls  are  fibrous  and  irregular.  The 
lung-tissue  surrounding  it  is  indurated  and  ]oigmented, 
and  covered  by  thickened  pleura.  There  is  no  trace 
of  ulceration  discoverable  in  any  other  part  of  the 
bronchi.  The  lung  throughout  is  almost  entirely 
fibrous ; in  some  parts,  however,  it  is  dense  and 
firm,  resembling  collapsed  rather  than  absolute 
fibroid  change.  The  tissue  is  not  traversed  by  bands 
or  septa,  but  is  solid  with  fibroid  induration,  and  pig- 
mented, the  consolidation  being  especially  marked 
around  the  dilated  bronchi.  The  colour  is  greyish- 
black,  with  deeper  pigmentation  in  places,  and  the 
indurated  tissue  is  of  semi-cartilaginous  firmness. 

Bronchial  glands  much  enlarged,  miiformly  in- 
durated and  pigmented  ; they  show  no  traces  of  cal- 
careous or  cheesy  matter,  or  of  tubercle. 

Heart  enlarged.  A calcareous  ring  nearly  sur- 
rounds attachment  of  mitral  valve.  Calcareous  de- 
posits also  occur  in  the  flaps  of  the  valve  and  in  the 
chordte  tendineae.  Aorta  shows  comparatively  little 
change.  Valves  in  right  side  healthy. 

Kidneys  indurated.  Liver  and  Spleen  healthy. 
The  other  organs  were  not  examined. 

Miceoscopic  Examination. — In  both  lungs 
similar  changes  were  found.  They  consist,  for  the 
most  part,  of  those  seen  in  XLII.  1. 

A.  Great  and  very  general  induration  of  large 
tracts  of  the  lung  with  fibrous  tissue,  which,  in  many 
places,  and  especially  on  the  left  side,  has  almost 
entirely  replaced  the  pulmonary  structure.  The 
fibroid  tissue  is  sometimes  in  broad  bands  of  sclerosis 
[see  figure),  but  more  commonly  in  wavy  fibres.  In 
some  places  it  includes  the  remains  of  alveoli  filled 
with  epithelium,  like  XLII.  6 [Haivkins). 

B.  Adjacent  to  the  former,  and  passing  into  it,  is 
a thickening  of  the  walls  of  the  alveoli  with  a small- 
celled  growth,  like  that  seen  in  XXXVII.  7 {Griifin). 
This  thickening  also  extends  through  very  large 
areas  in  both  lungs,  where  no  fibroid  change  is  ap- 
parent, and  in  parts  it  almost  entirely  obliterates  the 
alveolar  structure  of  the  lung.  In  some  parts  alveoli 
remain  empty  (XLII.  1)  ; in  others  they  are  filled  with 
epithelium ; but  this  is  not,  as  a rule,  much  enlarged 
{ibid,  c),  and  in  some  it  can  be  seen  to  be  replaced 
by  a small-celled  growth.  In  some  tracts,  however, 
pneumonic  areas  occur,  like  XXXVIII.  2 [Hensliaw). 
In  the  fibroid  areas,  sections  of  bronchi  may  be  seen, 
filled  with  inspissated  contents,  or  with  puriform  cells 
(XLII.  1,  d,  d),  and  considerable  peribronchial  and 
perivascular  thickening,  chiefly  fibroid,  is  found 
throughout  the  preparation.  Bronchial  ulceration  is 
not,  however,  met  with.  The  small-celled  growth 
passes  into  the  fibroid  change  by  a gradual  thickening 
of  the  reticulum  (e,  /),  until  the  cells  are  gradually 
obliterated,  or  only  a few  remain  enclosed  in  the 
meshes  of  the  broader  bands  (6,  b-g,  g).  A very  few 
(miliary)  nodules  are  found  of  the  small-celled  growth 
in  isolated  form  and  in  a few  places  like  XL.  1 (Heath), 
and  imperfect  attempts  at  the  lobular  form  are  ob- 
served. But  both  these,  and  the  miliary  nodules,  are 
rare  and  exceptional ; nearly  the  whole  change  in  the 
lung  is  of  the  nature  of  that  just  described.' 

‘ A paper  attached  to  the  MS.  of  this  case  contains 
the  following  memoranda  fora  commentary.  ‘Not  the 
induration  of  heart-disease  ; not  mere  fibrosis.  Chronic 
Pneumonia.’ 


CASE  33. 

Indueated  and  Pigmented  Tubeeculisation. 

Plates  XVII.  figs.  2 and  4 ; XLI.  fig.  7 ; 

XLIII.  fig.  1 and  2. 

Eef. — Phthisis,  p.  97. 

_ Summaev.— ilL.  39.  Brother  jMhisis.  Loss  of 
voice  and  cough  commenced  fifteen  iveeks  before  death, 
and  loas  followed  by  enlarge^nent  of  the  abdomen. 
Nine  weeks  later  there  were  signs  of  consolidation  at 
both  apices,  and,  in  spots,  at  the  bases  ; signs  of  ex- 
cavation also  at  the  right  apex.  Evidence  of  increas- 
ing ascites.  Moderate  continuous  pyrexia,  rapid 
exhaustion. — Ulceration  of  the  larynx.  The  hmgs 
jmesented  dense  fibroid  change  at  the  apices,  with 
sinuous  cavities  in  the  right.  Beloio  this  loere  grouped 
indurated  and  pigmented  granulations,  and  in  the 
left  some  yellowish-grey  nodules.  Liver  cirrhotic  and 
tubercular.  Intestines,  tubercular  ulceratmi. 

W.  H.  Coppin,  letat.  39,  admitted  University 
College  Hospital  July  3 ; died  August  16,  1868. 

Family  History. — Father  dead,  cause  unknown. 
Mother  living,  letat.  75.  One  brother  died  of  phthisis. 

Has  had  eight  children  ; four  living,  three  died  of 
scarlatina,  one  of  croup. 

Occiqmtion  and  Habits. — Warehouse  porter  ; a 
native  of  Ireland.  Has  always  lived  well,  habits 
temperate,  residence  dry  and  airy. 

Previous  Illness. — None,  except  typhoid  fever  five 
years  ago.  Never  had  syphilis. 

Present  Illness. — Only  recognised  by  patient  nine 
weeks  before  admission.  Ihrst  had  swelling  of  throat, 
lost  voice,  and  had  a cough.  After  six  weeks  he 
improved.  Three  weeks  ago  was  attacked  with  epi- 
gastric pain,  soon  followed  by  swelling  of  the  abdo- 
men, and  of  the  feet  and  ankles.  Cannot  account 
in  any  way  for  his  illness. 

The  Physical  Bigns  showed  consolidation  at  both 
apices,  with  cavities  at  the  right,  and  moist  sounds 
at  the  left.  The  bases  gave  also  signs  of  consolida- 
tion in  spots.  Cough  was  not  a prominent  symptom. 
The  heart  was  normal.  The  urine  was  free  from 
albumen  or  sugar.  The  liver  was  enlarged,  reaching 
from  the  3rd  rib  to  two  fingers’  breadth  below  false 
ribs  ; total  vertical  height  7 inches.  There  was  no 
vomiting.  The  tongue  was  red,  glazed,  and  irritable. 
The  bowels  are  noted  as  regular.  The  abdomen  was 
much  enlarged  on  admission,  and  manifestly  con- 
tained fluid  ; the  enlargement  increased  subsequently. 
He  sank  exhausted,  and  died  in  a little  more  than  a 
month  after  admission. 

He  was  almost  continuously  feverish,  the  morning 
temperature  being  only  on  two  occasions  below  99°  ; 
the  mean  morning  temperature  was  99’7°,  the  maxi- 
mum being  101‘2°.  The  evening  temperature  was 
only  irregularly  taken  ; the  mean  was  100'5°,  the 
maximum  101'5°,  the  minimum  99'5°.  The  data  of 
the  relative  height  of  the  morning  and  evening  tem- 
peratures are  too  imperfect  for  comparison.  The 
pulse  ranged  from  84  to  120  ; the  res|)irations  from 
20  to  24. 

PosT-MOETEM. — Large  amount  of  transparent 
serosity  in  abdomen.  Omentum  firmly  adherent  to 
liver,  stomach,  and  intestines.  The  membrane  is 
thickened,  puckered,  and  covered  with  fine  granu- 
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lations.  The  peritoneal  surface  of  the  intestines  is 
also  covered  with  tine  granulations. 

Larynx. — Cartilages  calcified.  Deep  ulcerations 
on  both  vocal  cords.  The  mucous  membrane  of  the 
sacculus  laryngis  is  swollen,  and  the  vocal  cords 
are  thickened.  Ulcerations  exist  in  numerous  spots 
in  the  trachea.  Bronchi  intensely  congested,  and 
show  in  some  places  fusiform  dilatations. 

Lnngs. — Eight  apex  riddled  with  sinuous  cavities, 
lined  by  a highly  vascular  membrane  situated  on  an 
ash-grey  boor  of  dense  fibroid  tissue.  In  the  walls 
of  the  cavities  caseous  masses  still  adhere.  There  is 
a little  emphysema  at  the  anterior  border  of  the  apex, 
otherwise  the  whole  of  the  tissue  intervening  between 
these  cavities,  and  extending  for  some  distance  be- 
yond them,  is  constituted  by  a dense  fibrous  tissue, 
ash-grey  in  colour,  streaked  with  lines,  and  of  almost 
cartilaginous  firmness  {XVII.  2,  c c).  Below  this  is 
a tissue  of  almost  e(]ual  firmness,  also  intensely  pig- 
mented, but  evidently  composed  of  groups  of  granu- 
lations fused  together.  In  a few  spots  around  the 
cavities  there  is  a grey  uniform  pneumonic  infiltra- 
tion, which  is,  in  places,  intensely  pigmented,  and  is 
very  firm  and  hard.  Lower  down,  the  amount  of 
crepitant  pulmonary  tissue  hicreases,  but  in  it  are 
masses  of  hard,  firm,  pigmented,  and  racemose 
granulations.  Some  of  these  are  caseous  in  centre. 
The  granulations  vary  in  size  from  a poppy-seed  to  a 
hemp-seed.  In  the  emphysematous  margins  of  the 
uj^per  lobe  a similar  condition  is  found,  bixt  here  the 
granulations  are  less  fibrous  and  less  pigmented. 
Some  are  showing  a tendency  to  caseation,  but  all 
are  firm,  and  in  appearance  tend  to  the  type  of  the 
grey  granulations,  none  being  larger  than  a poppy- 
seed. Here,  and  also  in  the  middle  lobe,  these 
granulations  tend  to  form  clusters,  with  fibrous  bands 
intervening.  A few  similar  masses  are  found  in  the 
lower  lobe,  but  are  not  common  there. 

(The  Left  Lung,  examined  after  injection,  pre- 
sented, at  the  apex,  granulations  in  emphysematous 
tissue.  The  granulations  formed  fibroid  groups  and 
masses,  like  those  in  the  opposite  lung.  Softer,  larger, 
yellow  masses  were  also  found,  firmer,  greyer,  and 
more  irregular  than  the  ordinary  large  yellow  granula- 
tions. They  existed  chiefly  in  the  lower  edge  of  the 
upper  lobe.  Some  also  were  found  in  the  lower  lobe. 
They  were  discrete,  and  did  not  form  racemose 
masses.  Groups  of  greyish  granulations,  not  semi- 
transparent but  opaque,  appeared  in  places.  They 
were  not  caseous,  and  were  surrounded  by  much  pig- 
ment. There  was  no  pneumonic  infiltration  in  this 
lung^) 

The  Bronchial  Gluntls  are  enlarged,  indurated, 
pigmented,  and  contain  masses  of  cheesy  matter 
scattered  through  grey,  semi-transparent  tissue. 
The  glands  in  the  posterior  mediastinum  are  also 
enlarged.  The  cervical  and  posterior  laryngeal 
glands  are  indurated,  semi-transparent,  and  in  some 
places  have  become  cheesy ; but  they  are  firm,  dry, 
and  very  hard,  nowhere  showing  traces  of  softening. 

Heart  healtliy. 

Liver  (X\T.  4)  enlarged  ; measures  11  inches  by  8, 
and  is  21  inches  thick  ; it  weighs  4 lbs.  2 oz.  Capsule 
thickened  and  opa(|ue.  Section  presents  an  appear- 
ance of  granulations,  different  from  those  of  an  or- 
dinary cirrhosed  liver.  They  are  firmer,  of  lighter 
colour,  more  grey,  and  semi-transparent.  They  are 
discrete,  but  with  some  tendency  to  aggregation. 
They  vary  in  size  from  a rape  to  a hemp  seed,  and 


some  are  as  small  as  a poppy-seed.  Some  of  the 
smaller  ones  exactly  resemble  miliary  tubercles,  and 
are  surrounded  by  a zone  of  injection.  The  hepatic 
tissue  is  in  some  parts  intensely  congested,  but  not 
specially  so  where  the  granulations  in  question  are 
the  most  abundant.  The  liver,  as  a whole,  is  firm  and 
dense,  and  the  morbid  process  suggested  by  its  as- 
pect is  that  of  a combination  of  cirrhosis  and  tubercle. 

Kidneys  large  ; capsule  separates  with  some  dif- 
ficulty. Tissue  unduly  firm.  No  tubercle  seen. 

S'plecn  normal. 

Intestines. — Tubercular  ulcerations  in  ileum,  ex- 
tending in  the  transverse  diameter  of  intestine,  with 
thickened  edge  containing  granulations  of  tubercle. 
Ulcerations  also  exist  in  the  caput  cfecum  coli,  and 
in  the  first  part  of  the  colon.  Mesenteric  Glands 
enlarged  ; in  part  firm  and  of  semi-cartilaginous  ap- 
pearance ; in  part  simply  swollen,  but  still  firm  and 
containing  grey  granulations  ; and  in  part  filled  with 
cheesy  matter,  which  is,  however,  also  firm. 

Miceoscopic  Examination. — The  chief  changes 
presented  by  this  lung  are  fibroid,  among  which  are 
interspersed  patches  of  caseation,  Init  the  latter  are 
less  frequent  than  the  former.  Both  the  fibroid  and 
the  caseous  changes  occur  in  circumscribed  areas 
(lobular),  and  also  in  the  non-circumscribed  (diffuse) 
form.  The  greater  part  of  the  lung  is  occupied  by 
nodular  forms  resembling  XXIX.  1 ; XXXIV.  1 
(Acute  Tubercle)  ; XXXIX.  5 (Overall) ; XXVIII. 
6,  7,  and  8 (Acute  Tahercle).  In  the  early  stages  of 
these  there  are  many  variations,  of  which  the  follow- 
ing are  the  chief  : — Nodules  like  XL.  1 (Heath),  with 
a small-celled  growth  invading  the  alveolar  wall,  but 
passing  intofibroid  change  as  in  XLI.  7.  Noduleswhere 
the  small-celled  growtli  is  denser,  and  intermediate  in 
appearance  between  XL.  1 (Heath)  and  XXXVIII.  8 
(Hall).  Nodules  like  XXXIX.  4 (Price),  but  which, 
instead  of  caseating,  pass  into  a mingled  small-celled 
growth  and  fibre-growth,  shown  in  XLIIL  3,  with 
which  much  pigment  is  intermingled.  In  all  these  a 
denser,  small-celled  growth  occurs  in  the  walls  of  the 
alveoli,  reproducing  in  early  stages  the  appearance 
of  XXXVII.  1 and  2 (Grijfui),  and  when  more  fully 
developed  resembling  XXXIX.  h (Overall).  In  some 
places  this  growth  forms  nodules  which  may  be  truly 
called  miliary,  and  which  pass  either  into  caseation 
or  into  fibroid  induration,  the  types  of  which  are  seen 
in  XXX.  1 (Acute  Tubercle),  and  XLI.  0 (Cox).  In 
their  further  stages  of  induration,  these  nodules  pro- 
duce forms  resembling  XLIII.  1 ; where  the  remains 
of  the  alveoli  may  be  traced  in  whorls  of  fibres, 
mingled  with  remains  of  small-celled  growth  and  a 
few  epithelial  cells,  the  whole  being  deeply  pigmented, 
and  also  others  like  XLI.  1 and  3 (Carr),  and  XLI. 

5 (Eoberts).  Caseation  also  occurs  in  them,  resem- 
bling XXXIX.  7 ( UniV'in),  and  like  XXX^H.  1 and  2 
(Griffin),  and  in  some  places  diffuse  forms  of  small- 
celled  growth  are  also  seen  in  abundance.  In  some, 
it  occurs  in  forms  intermediate  between  XXXVIII.  8 
(Hall)  and  XL.  2 (Heath).  These  pass,  in  some 
cases,  into  fibroid  change,  in  others  into  caseation, 
chiefly  of  the  fibrillo-granular  type  of  XXXVIII.  3 
(Ilenshaw),  and  XLIIL  5 (Heathf.  In  some  cases 
the  growth  junduces  thickening  of  the  walls  of  the 
alveoli  like  XXVIII.  10  (Acute  Tubercle),  and  like 
XXXVIII.  1 (Henshaw).  The  more  common  change, 
however,  is  a complete  filling  up  of  the  alveoli  with 
the  dense,  small-celled  growth,  very  closely  resem- 
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Viling  XXVIII.  2 and  7 [Acute  Tubercle)  ; which  may 
pass  into  areas  of  caseation  like  XXXVI.  4 [Griffin) 
or  into  fibroid  areas  like  XLI.  7 [Co2ffin).  Some 
tracts  closely  resemble  XXXVII.  4 [Griffin),  and  are 
apparently  produced  in  the  same  manner,  but  the 
difference  between  these  processes  in  this  case  and  in 
that  of  Griffin  [see  p.  185)  is  that  the  small-celled 
growth  is  denser,  the  cells  rather  smaller,  and  the 
caseous  change  is  less  acutely  produced. 

Giant-cells  are  numerous.  They  occur  both  in 
the  centres  of  nodules,  and  in  groups  of  alveoli  where 
the  small-celled  growth  is  proceeding  both  in  the 
nodular  and  in  the  diffuse  form.  They  reproduce  the 
types  of  XXXII.  1,  2,  3,  6,  and  11.  One  very  large 
one  measured  by  inch,  of  the  type  of 

XXXII.  8 h.,  and  others  nearly  equally  large  were 
also  seen. 

Perivascular  and  peribronchial  thickening  with 
both  small-celled  and  fibroid  growffh,  are  abundant, 
the  former  more  so  than  the  latter.  No  bronchial 
ulcerations  are  seen,  and  tlie  pulmonary  changes  are 
almost  entirely  alveolar  in  their  origin  and  extension. 
The  whole  of  this  lung  is  intensely  pigmented,  as 
seen  in  XLIII.  1. 

CASE  Si. 

Chronic  Phthisis  ; Tubercular  Induration. 

Plates  XVIII.  3,  4 ; XLI.  6. 

Eef.— Phthisis,  pp.  97.  116. 

SuMM.ARY. — M.  27.  Chronic  cough  and  pro- 
gressive weakness,  during  four  years.  No  hcEmop- 
tysis.  Three  months  before  death,  an  acute  illness  of 
uncertain  nature.  Three  weeks  before  death  extreme 
anceniia  and  emaciation.  Signs  of  consolidation  through 
greater  part  of  left  lung,  and  in  right  lung  at  the 
apex  and  at  spots  elsewhere,  of  excavation  at  agnees, 
extensive  in  right.  Urine  albuminous.  Continuous 
pyrexia. — Ulceration  of  larynx  and  trachea.  In  both 
lungs  indurated  groups  of  granulations,  fused  into 
fibrous  tissue  at  the  apices  ; in  the  left  this  tissue  is 
extremely  dense,  and  surrounds  extensive  sinuous 
cavities.  Tubercle  of  bronchial  glands,  pericardium, 
and  liver.  Ulceration  of  intestines.  Albuminoid 
kidneys. 

II.  Cox,  fetat.  27,  admitted  University  College 
Hospital  January  15,  and  died  February  8,  1868. 

Family  History. — Father  and  mother  both  living 
and  healthy,  aged  respectively  66  and  60.  Some  of 
his  maternal  aunts  have  died  of  phthisis.  One  brother 
died  of  pleurisy  ; another,  living,  suffers  from  ab- 
scesses ; and  a third  brother  is  healthy. 

Previous  History. — A warehouse  clerk.  Has  lived 
well  ; very  temperate  in  stimulants ; has  clothed 
warmly.  Has  always  lived  in  London,  and  has 
inhabited  the  same  house  for  eight  years  ; situation 
airy,  but  house  somewhat  damp.  Has  had  gonorrhoea, 
never  syphilis. 

Present  Illness. — Cough  came  on  gradually, 
without  known  cause,  in  October  1863  (four  years  and 
a quarter  ago)  ; was  laid  up  at  outset.  Expectoration 
did  not  appear  until  some  months  after  the  com- 
mencement of  the  cough,  and  then  it  became  profuse, 
but  subsequently  diminished.  Never  had  luemoptysis. 
Has  continued  to  lose  strength  up  to  present  time. 
At  the  end  of  November,  1867,  had  an  acute  febrile 
illness,  described  by  him  as  ‘ spotted  fever.’  He  was 


laid  up  for  six  weeks.  He  was  feverish,  occasionally 
delirious,  and  had  epistaxis,  blood  in  urine,  and 
purple  spots  on  the  body  : the  spots  on  the  limb  left 
scabs.  He  had  pain  in  the  limbs,  head,  and  spine, 
and  much  stiffness  of  the  neck.  Has  still  some 
numbness  in  left  hand,  with  a sensation  of  ‘ pins  and 
needles  ’ in  it.  Was  treated  with  lemon -juice  and 
turpentine. 

State  on  Admission. — Excessive  anemia  and 
pallor  ; great  emaciation  ; oedema  of  ankles.  Head- 
ache occasionally  ; digestion  undisturbed  ; no 
diarrhoea.  Urine  very  copious,  specific  gravity 
varying  from  1006  to  1010,  albuminous.  Cough 
frequent : expectoration  abundant,  muco-purulent, 
the  mucoid  character  preponderating  : greenish, 
moderately  tenacious. 

Chest,  naturally  well-formed,  right  costal  angle 
smaller  than  left.  Eight  infra- clavicular  region 
flattened  and  deficient  in  expansion  ; no  flattening 
elsewhere.  Signs  of  consolidation  existed  in  the 
whole  upper  half  of  the  right  side,  extending  through 
the  upper  and  lorver  axillary,  and  the  infra-mammary 
regions.  The  right  base  posteriorly  gave  pulmonary 
resonance.  The  left  apex  was  also  consolidated,  but 
less  so  than  the  right.  There  were  likewise  signs  of 
patches  of  consolidation  in  the  left  midscapular 
region,  and  at  the  base.  There  was  evidence  of 
extensive  excavation  at  the  right  apex ; slighter,  but 
distinct,  at  the  left.  Eales  also  existed  at  both  bases, 
coarse  and  bubbling  at  the  right. 

No  material  change  occurred  until  his  death  on 
February  8. 

He  was  continuously  febrile  during  the  whole  of 
his  stay  in  hospital.  On  one  occasion  only  did  the 
morning  temperature  fall  to  98°,  and  on  one  evening 
to  99  . The  mean  morning  temperature  was  100'5°, 
maximum  102'6°.  The  mean  evening  temperature 
was  101-5°,  maximum  104-8°.  The  mean  of  the 
exacerbations  from  morning  to  evening  was  1-7° 
(maximum  3-1°,  minimum  0-2°. ) The  mean  of  the 
remissions  from  evening  to  morning  was  2'6°, 
(maximum  4-6°,  minimum  0-8°).  Inverse  types  were 
not  infrequent ; remissions  occurred  from  morning 
to  evening  on  five  occasions,  the  greatest  being  1-6°, 
the  least  0-1°  (mean  1°.)  Exacerbations  also  occurred 
from  evening  to  morning  on  six  days,  the  greatest 
being  2-6°  and  the  least  0-2°  (mean  1°).  He  perspired 
profusely  at  times  and  lost  eleven  pounds  in  weight 
from  January  19  to  February  8.  The  pulse  varied 
from  120  to  142 ; tlie  respirations  from  28  to  44. 
The  mean  pulse-respiration  ratio  was  3-3. 

Post-mortem. — Larynx  and  Trachea.  Ulcera- 
tion on  upper  surface  of  left  vocal  cord.  Below  the 
vocal  cords  there  is  very  extensive  ulceration,  with 
patches  of  highly  injected  and  very  granular  mucous 
membrane  between  the  ulcers.  Fine  semi-trans- 
parent granulations  can  be  seen  in  some  places  in 
the  floor  of  these  ulcers.  Islets  of  granulations 
are  seen  in  the  whole  length  of  the  trachea,  and 
some  of  these  granulations  extend  deeply  into  the 
tissue  at  the  bifurcation  of  the  trachea.  The  ulcera- 
tion has  almost  perforated  into  the  posterior  medias- 
tinum, the  outside  of  the  trachea  being  covered  with 
a soft  fibrinous  exudation,  which  extends  through  its 
wall  into  the  interior,  and  occupies  the  space  between 
the  larynx  and  oesophagus.  The  ulcerations  do  not 
extend  into  the  bronchial  tubes. 

Lungs. — The  bronchi  in  the  middle  lobe  of  the 


CASE  34  (COX) 


211 


right  and  the  lower  lobes  of  both  lungs  present  fusi- 
form dilatations.  In  the  upper  lobe  of  the  left  lung, 
globular  dilatations  exist,  and  where  passing  through 
some  pneumonic  induration,  the  bronchi  are  ulcerated, 
and  are  surrounded  by  tracts  of  caseous  matter.  In 
the  upper  lobe  of  the  right  limg  they  are  with  diffi- 
culty traced,  owing  to  the  extensive  excavation. 

Bight  Limg. — Whole  upper  lobe  shrunk  to  the 
size  of  a large  orange.  The  pleura  covering  it  is 
nearly  a quarter  of  an  inch  in  thickness.  The  whole 
of  this  lobe,  where  not  excavated,  consists  of  a dense 
pigmented  fibrous  tissue,  of  cartilaginous  hardness, 
studded  here  and  there  with  minute  cheesy  spots. 
The  whole  of  the  apex  is  converted  into  a series  of 
simtous  cavities,  and  traversed  by  bands,  in  the 
walls  of  wliich  are  caseous  spots  and  nodules.  The 
middle  and  lower  lobes  are  emphysematous.  They 
contain  nodules  of  fibroid  structure,  made  up  of 
groups  of  granulations,  firm  and  indurated,  some  of 
which  are  grey  and  others  pigmented,  while  some  are 
caseous  in  their  centres  (XVIII.  3,  cld).  Scattered 
granulations,  the  size  of  poppy  and  millet  seeds,  are 
seen  throughout  this  tissue,  grey,  firm,  and  not 
pigmented.  Some  also  of  these  have  caseous  centres 
(cc).  Masses  of  caseous  matter,  apparently  formed 
from  these  nodules,  also  occur,  and  among  these 
some  dilated  and  ulcerating  bronchioles  are  seen  {b). 

Left  Lung. — The  upper  lobe  is  in  places  emphyse-' 
matous,  birt  it  consists  in  greater  part  of  old  grey 
granulations,  fused  into  a mass  of  fibrous  tissue,  each 
of  the  component  granulations  having  a caseous 
centre  (as  in  XVIII.  3,  ccc).  These  form  nodules 
and  masses,  between  which  islets  of  emphysematous 
pulmonary  tissue  exist.  There  are  also  tracts  of 
glistening  transparent  pneumonic  exudation,  con- 
taining caseous  nodules  (XVIII.  4,  b).  In  this  are 
some  dilated  bronchi,  ulcerating,  and  surrounded  by 
a zone  of  caseous  matter  where  they  pass  through 
the  pnemnonic  infiltration  (c).  Isolated  soft  granu- 
lations are  also  seen  (d),  and  dilated  bronchi,  whose 
walls  are  caseous  [g),  pass  into  dense  masses  of 
cheesy  matter  (/).  The  lower  lobe  is  emphyse- 
matous ; it  is  studded  with  racemose  masses  of  in- 
durated pigmented  granulations,  like  those  seen  in 
the  upper  lobe.  These  masses  are  most  abundant  in 
the  upper  part  of  the  lower  lobe,  where  also  some 
patches  of  grey  pneumonic  infiltration  can  be  seen. 
In  the  lower  part  of  this  lobe  isolated,  firm,  grey 
granulations  are  present. 

Bronchial  Glands. — Those  at  the  bifurcation  of  the 
trachea,  are  small,  contracted,  and  deeply  pigmented  ; 
those  in  the  posterior  mediastinum  are  large,  cloudy, 
and  contain  yellow,  opaque,  indurated  spots,  mingled 
with  much  pigment.  Small  granulations  can  here 
and  there  be  seen  on  the  cloudy  floor.  Some  of  the 
glands  in  the  posterior  mediastinum  contain  cretaceous 
matter.  The  post-tracheal  glands  are  swollen  a.nd 
cloudy  on  section,  and  on  this  base,  in  some  instances, 
grey  granulations  are  thickly  scattered.  These 
granulations  are  for  the  most  part  soft.  Some  are 
passing  into  the  cheesy  state,  and  in  some  a further 
change  to  cretaceous  matter  is  observed. 

Heart. — Recent  tubercular  pericarditis.  There 
is  a considerable  amount  of  fluid  in  the  pericardium. 
The  surface  of  the  heart  is  covered  with  a layer  of 
flocculent  lymplqand  numerous  grey,  semi-transparent 
granulations  are  seen,  on  both  the  visceral  and  the 
parietal  pericardium.  The  valves  are  healthy. 

Liver,  large;  weighs  12  oz.;  section  smooth. 


glistening,  too  friable.  No  reaction  with  iodine. 
Nfimerous  granulations  of  tubercle  in  capsule  and 
scattered  throughout  substance. 

Kidneys,  normal  size,  no  contraction  of  cortical 
substance.  Stellate  veins  on  surface  too  prominent. 
Malpighian  bodies  not  very  prominent.  Tissue 
albuminoid,  glistening,  does  not  stain  with  iodine  ; 
it  passes  in  spots  into  fatty  degeneration. 

Spleen,  normal  size ; no  special  induration  or 
friability.  Malpighian  bodies  very  prominent.  (This, 
however,  from  the  description  given,  had  evidently 
not  attained  to  the  condition  of  the  ‘ sago  spleen.’) 

Stomach  much  injected  ; mucous  membrane  at 
pylorus  thickened  and  indurated.  Solitary  glands 
not  distinct. 

Intestines. — Ulcerations  of  tubercular  type  (cir- 
cular with  thickened  edges  and  with  granulations  in 
floor)  commence  at  upper  part  of  ileum,  and  extend 
through  the  small  intestine.  The  solitary  glands 
are  greatly  enlarged,  attaining  the  size  of  a hemp- 
seed,  and  have  an  opaque  centre  and  a semi-trans- 
parent margin,  which,  in  some  cases,  is  firm  and 
semi-cartilaginous.  Ulcerations  exist  in  the  large 
intestine,  almost  perforating  its  wall. 

Mesenteric  Glands. — Tubercular  throughout; 
much  cheesy  matter  in  some. 

Brain. — Much  thickening  and  opacity  of  mem- 
branes along  the  fissures  of  Sylvius,  but  not  extend- 
ing within  the  fissures.  Nothing  else  remarkable  at 
base.  Membranes  are  very  opaque  on  both  sides, 
but  separate  with  moderate  facility.  Ventricles 
present  nothing  remarkable.  Rest  of  brain  apparently 
healthy. 

The  Microscopic  Appearances  found  in  this 
lung  are  as  follows  : — 

§ A.  Areas  of  pneumonic  infiltrafion  like 
XXXVIII.  2 {Ilenshaw) , m which  a gradual  thicken- 
ing of  the  walls  takes  place  by  growths  resembling 
those  seen  in  XXX.  5 {Acute  Tubercle)  and  XXXVII. 
7 (Griffioi).  This  also  proceeds  to  the  production  of  a 
dense  tissue,  in  which  the  cavities  of  the  alveolar 
passages  are  narrowed,  resembling  XXVIII.  10  [Acute 
Tubercle)  and  XXXVIII.  1 {Ilenshaw). 

§ B.  Small-celled  infiltration  takes  place  also 
through  diffuse  areas  like  XXXVIII.  8 {Hall). 
These  tend  to  pass  into  fibroid  induration  like  XLI.  7 
{Coppin). 

§ C.  Nodular  forms,  both  of  induration  and  case- 
ation, are  the  most  common,  though  not  the  exclusive 
changes  in  this  lung.  In  many  parts  they  present 
appearances  like  XXXIX.  4 ( Price).  Others  appa- 
rently commence  like  XXXVII.  5 {Griffin),  and 
others  again  are  formed  like  XXXIX.  7 ( Unwin).  A 
large  number  commence  like  XXXVII.  1 and  2 
{Griffin),  XL.  0 {Heath),  and  XL.  7 {Mears).  In  all 
of  these,  there  is  a progressive  growth  of  small  cells 
in  the  floor  of  the  alveoli  until  the  epithelium  has 
disappeared.  The  nodular  form  is,  however,  main- 
tained throughout.  In  other  places  a miliary  growth 
of  small  cells,  imbedded  in  a reticulum  (as  shown 
in  XLI.  0),  commences  in  the  floor  of  an  alveolus 
and  thence  extends  to  adjacent  alveoli,  and  produces 
a structure  like  XXX.  1 {Acute  Tubercle).  These 
nodules  caseate  and  sometimes  break-down  in  their 
centres. 

§ I).  Nodules  and  areas  of  caseation  are  formed 
of  tlie  types  both  of  XXVIII.  0 {Acute  Tubercle) 
and  also  of  the  more  fibrillar  types  of  XXXVIII.  3 
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(Ilenshaw)  and  XLIII.  5 (Heath).  They  have  their 
origin  in  changes  similar  to  those  described  as  occur- 
ring in  the  nodules,  but  often  extending  over  larger 
areas.  They  also  assume  the  nodular  form,  some- 
times lobular,  sometimes  enclosing  two  or  more 
lobules.  Larger  areas  of  caseatiojr  are  also  sometimes 
produced  by  the  coalescence  of  single  nodules.  The 
larger  and  smaller  areas  are  in  these  cases  bounded 
by  thickened  zones  of  peribronchial  tissue.  Some  of 
these  resemble  XXXVI.  1 (Griffin)-,  and  various 
forms  intermediate  between  these  and  XXXIX.  4 
(Price)  are  also  seen.  Others,  commencing  like 
XXVIII.  7 (Acute  Tubercle),  also  pass  in  their  centres 
into  areas  of  caseation. 

§ E.  Induration  proceeds  in  some  of  these  no- 
<lules,  producing  forms  like  XLI.  1 (Carr).  Giant- 
cells  are  seen  but  rarely— a few  are  found  of  the 
pigmented  type,  like  XXXII.  7 (Smith). 

§ E.  Peribronchial  and  perivascular  thickening 
occurs,  both  with  small-celled  growth,  and  also  of  the 
fibroid  type.  Ulceration  of  the  bronchi  from  within 
is  met  with  in  a few  places,  but  this  is  not  common, 
and  the  destruction  of  the  lung  is  almost  entirely  of 
alveolar  nature  and  origin. 

CoMMENTAEY. — This  case  presents  a tolerably 
typical  illustration  of  a quasi-chronic  affection  pro- 
gressing constantly  hut  gradually  to  a fatal  issue. 
Its  course  was  probably  determined  by  a combination 
of  pneumonic  and  tubercular  processes,  the  latter 
assuming  in  great  measure  the  character  of  indurating 
granulations,  but  passing  into  the  caseating  form. 
The  pneumonic  changes  are  sufficiently  illustrated  by 
the  post-mortem  report  and  the  microscopic  examin- 
ation. It  may  be  questioned  whether  the  acute  ill- 
ness, occurring  in  the  autumn  before  his  death,  was 
not  an  attack  of  acute  tubercuhsation  ; but  of  this 
there  is  no  distinct  proof,  though  the  condition  in 
wdiich  the  membranes  of  the  brain  were  foiind,  post 
mortem,  is  unusual  in  a person  of  temperate  habits  at 
the  age  of  this  patient.  The  supervention  of  the 
lardaceous  kidney  within  four  years  is  also  worthy  of 
remark.  Here  also  many  organs  were  diseased.  In 
the  final  stage,  pericarditis  occurred,  attended  with 
grey  granulations. 

CASE  35. 

Indurating  Tubeeculisation. 

Plates  XVIII.  figs.  1 and  2 ; XXXII.  fig.  10  ; 

XXXIII.  figs.  9 and  11  ; XLI.  fig.  5. 

Eef. — Phthisis,  p.  97. 

Summary. — F.  26.  Cotigh  began  suddenly  after 
exgjosure  to  cold.  Six  months  later,  there  toere 
signs  of  consolidation  at  both  apices,  greater  in  the 
left  and  accompanied  with  those  of  excavation.  The 
consolidation  iucreased  ixipidly  on  both  sides,  ex- 
tending through  the  lohole  of  the  left  lung,  with 
general  brojichitic  rdles.  Much  g^yrexia  during  the 
last  three  months  of  life.  Death  thirteen  months 
after  the  onset. — Extensive  induration  through  both 
lungs,  due  to  firm  masses  of  granulations  and  fibroid 
change  about  them.  A large  cavity  at  the  left  apex. 
JJilated  bronchi,  opening  into  sinuous  cavities. 

Caroline  Egberts,  ®tat.  26  ; admitted  Univer- 
sity College  Hospital  July  10,  1867.  Discharged 


relieved  in  September  : re-admitted  October  30, 1867 
died  on  or  about  February  28.  1868. 

Family  History. — Father  alive  and  healthy, 
mother  died  of  chest  affection,  called  by  patient 
‘ asthma.’  Has  had  eleven  brothers  and  sisters. 
One  brother  only  living : he  suffers  from  cough  in 
the  winter  and  has  done  so  for  many  years.  One 
sister  died  three  weeks  ago.  All  the  rest  died  young, 
causes  of  death  unknown. 

Personal  History. — Has  had  measles,  scarlatina, 
and  whooping-cough  when  young.  Married,  and  has 
had"  three  children  ; the  last  was  stillborn,  the  first 
two  are  alive  and  healthy.  Patient  was  always 
strong  and  healthy  until  lately. 

Present  Illness. — Commenced  in  January  last, 
when  she  got  her  feet  wet  and  caught  a severe  cold. 
Cough  began  then, and  has  continued  uninterruptedly. 
Duiing  first  part  of  her  illness,  was  engaged  nursing 
her  dying  sister,  and  was  much  exposed  to  night  air 
and  draughts.  She  has  grown  rapidly  Avorse  dur- 
ing the  past  six  weeks.  The  sputa,  at  first  scanty, 
have  become  profuse,  and  are  occasionally  streaked 
with  blood.  No  large  haemoptysis.  Has  lost 
strength  and  flesh  rapidly  of  late,  but  has  not  kept 
her  bed. 

State  on  Admission.- — Considerable  emaciation 
and  anaemia  ; night-perspirations.  Cough  frequent ; 
expectoration  about  4oz.in  twenty-four  hours  ; thick, 
airless,  and  opaque,  of  dirty  greenish  tint.  Much 
pain  in  left  side. 

Physical  signs  of  consolidation  at  both  apices. 
Extensive  on  left  side,  but  only  posteriorly  on  right. 
Extensive  excavation  at  left  apex. 

Urine  free  from  albumen.  No  discomfort  from 
food  : has  had  one  attack  of  diarrhoea  a short  time 
ago ; now  bowels  habitually  regular.  Tongue 
furred. 

On  re-admission,  a few  Aveeks  later,  the  whole 
left  side  was  found  dull,  and  the  consolidation  at  the 
right  apex  had  increased.  Moist  rales,  fine,  coarse, 
and  metallic  over  Avhole  left  side.  Some  scattered 
rales  over  right  side,  base  and  apex. 

She  sank  gradually,  and  died  about  February 
28,  1868. 

The  temperature,  as  taken  during  her  second 
stay  in  hospital,  Avas  very  variable,  and  during  nearly 
tAvo  months  it  showed  almost  constantly  an  inverse 
type,  the  morning  being  nearly  ahvays  higher  than 
the  evening.  The  morning  temperatures  ranged 
from  100°  to  103°  ; the  evening  from  99°  to  100°. 
In  January  it  became  irregular,  oscillating  from  99° 
to  103°,  and  once  reaching  104°.  Up  to  the  time  of 
her  death,  it  was  constantly  over  100°,  twice  ex- 
ceeded 104°,  and  the  evening  temperatures  Avere  fre- 
quently lower  than  the  morning.  The  jRilse  never 
fell  below  110°.  It  was  usually  about  120°,  and  oc- 
casionally reached  144°.  The  respiration  was  usually 
about  30°,  ranging  from  this  to  40°,  and  not  falling 
beloAV  25°. 

Post-mortem. — Lungs  : Both  adherent,  the  left 
firmly  so,  almost  uni\'ersally  ; the  right  at  apex. 
About  8 oz.  of  turbid  fluid  in  right  jileura. 

Left  Lung. — Much  shrunken.  Apex  occupied  by 
a cavity  about  the  size  of  a small  orange,  but  locu- 
lated  by  septa  and  irregular  in  shape  ; Avail  composed 
of  dense,  indurated  tissue.  Nearly  the  whole  of  the 
lung  is  composed  of  dense  fibroid  tissue  ; through 
this  dilated  bronchi  pass,  and  these,  in  many  places. 
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CASES  35  {ROBERTS),  36  {MEARS) 


intercommunicate  so  as  to  form  a series  of  sinuous 
cavities  (c  c,  XVIII.  1).  In  die  pulmonary  tissue 
remaining,  -which  is  traversed  in  all  directions  by 
pigmented  fibroid  tissue,  are  numerous  indurated 
granulations  [a  b). 

Bight  Lung. — The  anterior  portion  and  greater 
part  of  the  base  is  emphysematoits.  The  apex  is 
indurated  by  semi-cartilaginous  fibroid  gro-wth, 
almost  like  the  left,  and  is  traversed  by  cavities 
which,  in  some  places,  appear  to  proceed  from 
dilated  bronchi,  but  in  other  places  have  evidently 
resulted  from  ulcerations.  The  walls  of  the  bronchi 
are  everywhere  much  thickened,  and  their  lining 
membrane  is  injected.  Below  this  the  tissue  is  ex- 
tensively indurated,  hut  not  uniformly,  by  groups  of 
firm,  pigmented  granulations,  passing  into  and  sur- 
rounded by  zones  and  bands  of  fibroid  induration. 
Some  of  the  granulations  show  cheesy  changes  in 
their  centre,  but,  the  prevailing  character  is  of  fibroid 
induration  (XVIII.  2).  Lower  dowm,  in  the  midst 
of  emphysematous  tissue,  are  groups  of  grey  granu- 
lations tending  to  the  racemose  form,  indurated,  and 
surrounded  by  much  pigment.  Still  lower,  are  scat- 
tered numerous  isolated  granulations  having  the 
same  character  ; very  few  present  caseation,  but  this 
change  is  more  common  in  the  lower  than  in  the 
upper  portions.  There  is  considerable  induration  in 
tracts,  and  also  much  congestion  throughout  the 
tissue  in  this  part  of  the  lung. 

Bronchial  glands  much  enlarged,  with  grey  in- 
filtration. 

Larynx. — Ulceration  in  upper  surface  of  both 
vocal  cords. 

Intestines. — No  ulcerations.  Kidneys  show  some 
fatty  degeneration.  Liver  fatty. 

Micboscopic  Examination  shows  that  the  changes 
in  this  lung  consist  almost  entirely  of  nodules  of 
fibroid  forms  of  induration,  like  those  described  in 
Unwin,  Overall,  Carr,  and  Heath,  mingled,  how- 
ever, with  caseous  changes. 

The  fibroid  nodular  masses  are  almost  identical 
with  those  seen  in  XIjI.  1 and  3 {Carr).  They  are 
often  intensely  pigmented,  and  through  the  sclerotic 
centre  may  sometimes  be  seen  lines  of  pigment, 
marking  in  places  the  position  of  capillaries  {see 
XLI.  5,  ah).  These  nodules  are  sometimes  sur- 
rounded by  a zone  of  thickened  small-celled  growth 
{see  fig.  5),  but  the  lobular  zone  of  thickened  fibroid 
tissue  usually  marks  them  very  distinctly.  They 
are,  tliroughout  this  lung,  very  intensely  pigmented. 
They  merge  into  one  another  and  form  dense  masses 
of  large  area. 

Some  nodules,  instead  of  being  indurated  through- 
out, are  caseous  in  their  centres,  like  XXXIX.  7,  a 
(Unwin),  and  are  variously  intermingled  with  the 
fibroid  nodules.  The  origin  of  these  nodules  can  be 
clearly  traced  to  a small-celled  infiltration  of  the 
alveolar  walls  in  a lobular  form,  presenting  an  ap- 
pearance identical  with  XL.  1 (Heath),  and  tliese 
may  be  seen  side  by  side  with  nodules  like  XL.  3 
(Heath),  also  seated  in  the  midst  of  areas  of  dense 
fibroid  cliange.  Other  nodules  are  formed  identical 
in  structure  with  XXXV.  4 (Smith),  and  otliers  witli 
XXXIX.  (1  and  7 ( Overall  ami  Unwin  ) , and  XIj.  9 { Over- 
a.ll).  The  transformation  of  these  into  the  fibroid  and 
caseous  nodules  can  also  be  distinctly  traced.  Some 
nodules,  entirely  composed  of  smnll-celled  growth, 
like  XLI.  6 (Cox),  and  XXX.  1 (Acute  Tubercle),  are 


also  seen,  some  caseating,  others  passing  into  fibroid 
change. 

Areas  of  small-celled  infiltration,  sometimes  of 
considerable  extent,  can  he  traced  in  the  various 
forms  represented  by  XXX.  5 and  6 (Acute  Tu- 
bercle) ; XXXVII.  7 (Griffin) ; KKKlK'd  (Gardiner)  ; 
XXXVIII.  8 (Hall) ; and  XL.  2 (Heath).  These 
pass  in  some  places  into  extensive  fibroid  change, 
in  others  into  a fibrillar  caseation  like  XXXVIII.  3 
(Henshaw),  XLIII.  5 (Heath),  and  in  others  into 
areas  of  destructive  pneumonia,  like  XXXV.  5 
(Smith),  and  XXXVI.  5 (Griffin). 

Peribronchial  and  perivascular  thickening  is  met 
with,  both  fibroid.  No  bronchial  ulceration  can  be 
seen. 

Giant-cells  are  abundant.  They  are  of  the 
types  seen  in  XXXII.  8 and  10,  and  XXXIII.  3,  9, 
and  11. 

CASE  36. 

Indubating  Tubeeculisation. 

Plates  XIX.  figs.  1 and  2 ; XXXIII.  fig.  4 ; 

XL.  fig.  7 ; XLII.  figs.  3 and  4. 

SuMMABY. — F.  15.  Strong  yAithisical  heredity. 
Chronic  cough  since  nine,  increasing , ivith  expectora- 
tion. Four  months  before  death,  defective  resonance 
through  whole  left  side,  with  bronchial  and  metallic 
breathing  and  rales.  On  right  side,  resonance  im- 
perfect at  the  apex,  with  iveak  bronchial  hreathing, 
and  abundant  moist  rales.  Liver  much  enlarged. — 
Left  lung  converted  into  a mass  of  fibroid  tissue  con- 
taining dilated  bronchi,  sinuous  cavities , and  a few 
masses  of  granulations.  Bight  lung  emphysematous, 
with  a large  cavity  at  the  apex  and  many  smaller 
ones,  and  also  with  granulations,  indurated  and 
pigmented,  grouped  and  contracting,  or  separate 
and  grey,  a few  cheesy  masses.  Albuminoid  liver, 
kidneys,  and  spleen. 

Emma  Meabs,  setat.  15,  admitted  University 
College  Hospital  June  8 ; died  October  18,  18G8. 

Family  History. — Father  died  of  apoplexy,  ;etat. 
35.  Mother  died,  »tat.  45,  of  ‘ consumption.’  Ma- 
ternal grandmother  and  three  of  her  mother’s  cousins 
have  also  died  of  ‘ consumption.’  Has  had  three 
brothers  and  three  sisters.  One  sister  died  when 
young  from  an  abscess  ; one  brother  subject  to  cough. 
another  brother  and  sister  suffer  at  times  from 
glandular  enlargement  in  the  neck. 

Personal  History . — Has  always  been  well  clothed, 
and  has  always  had  sufficient  food.  House  confined, 
hut  dry,  and  has  lived  all  her  life  in  London. 

Previous  Illnesses. — Always  thin,  never  strong  ; 
at  nine  years  old  she  went  into  city  to  work,  used  to 
get  her  feet  wet  and  began  to  cough.  Tins  obliged 
her  to  give  up  work,  and  she  has  never  lost  this  cough. 
Six  years  ago  attended  at  King’s  College  Hospital, 
and  two  years  ago  at  the  hospital  for  sick  children. 
At  the  last-named  period,  stomach  became  irritalde. 
She  used  to  vomit,  and  lost  flesh  considerably.  Was 
sent  into  the  country,  and  improved.  Lately,  cough  has 
been  worse.  Expectoration  has  been  thick,  and  of  a 
yellow  colour,  ever  since  cough  commenced.  Has 
never  had  Inemoptysis.  Catamenia  have  never  ap- 
peared. 
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CASE  36 

Presen  t Illness  dates  from  three  weeks  ago,  as  an 
aggravation  of  her  previous  cough  and  weakness. 
Thinks  that  its  immediate  cause  was  over-exertion 
from  a long  walk. 

State  on  Admission. — Imperfectly  developed. 
Frame  exceedingly  small.  Considerable  emaciation 
l)oth  of  subcutaneous  fat  and  of  muscular  tissues. 
Muscles  have  almost  disappeared  from  the  upper  arm. 
Mai’ked  anemia,  and  some  cyanosis.  Skin  perspir- 
ing. Finger-ends  clubbed ; nails  incurvated.  Ab- 
domen enlarged,  owing  to  increased  size  of  liver  and 
spleen.  Thorax  naturally  well-formed  ; lower  axil- 
lary regions  pushed  outwards  l)y  enlargement  of  liver 
and  spleen.  Both  infra-clavicular  regions  flattened, 
especially  the  left.  Tubercular  percussion-note  under 
left  clavicle,  extending  to  fourth  rib  ; heard  also  in 
upper  axilla.  The  rest  of  left  front  is  absolutely  dull, 
also  the  whole  of  the  left  back,  except  a small  por- 
tion near  the  angle  of  the  scapula.  The  respiration 
over  this  lung  is  bronchial  ; in  parts  weak,  in  others, 
and,  especially  near  the  apex,  metallic  in  quality. 
Throughout  the  lung  there  are  coarse  bubbling  riiles. 
Sibilant  rales  are  also  heard  in  parts. 

Eight  infra-clavicular  region  yields  ‘ wooden  ’ 
resonance  down  to  second  rib  ; the  rest  of  this  front 
is  hyperresonant,  and  this  character  continues  across 
middle  line  to  left  border  of  sternum.  The  apex  pos- 
teriorly is  dull,  high-pitched  ‘ wooden  ’ in  upper  third 
of  scapular  region,  below  this  hyperresonant  to  9th 
rib.  Axilla  dull  only  below  9th  rib.  Kespiration 
under  right  clavicle  weak,  bronchial  almost  masked 
by  sibilant  and  coarse  bubbling  rales ; bronchial 
breathing  is  heai'd  also  at  the  apex  posteriorly. 
Over  the  rest  of  this  side  respiration  is  weak,  and 
attended  by  sibilant  and  bubbling  rales. 

Heart's  apex  indistinct,  beats  in  4th  interspace, 
immediately  beneath  nipple.  Sounds  normal. 

Liver  duhiess  commences  (absolute)  at  5th  rib  in 
mammary  region  and  9rd  rib  on  deep  percussion,  in 
axilla  at  7th  rib,  deep  at  4th  rib.  Interiorly  liver 
reaches  nearly  to  crest  of  ilium,  and  extends  across 
front  of  alxlomen.  A solid  mass  extends  across  the 
abdomen  into  the  left  hypochondrium,  reaching  to  the 
cartilages  of  the  10th  and  11th  ribs,  and  thence  ex- 
tending in  a pyriform  shape  to  within  an  inch  of  a 
line  drawn  transversely  from  the  anterior  superior 
spinous  process  of  the  ilium.  A sharp  notch  can  be 
felt  between  the  right  and  left  portions.  (This  con- 
dition led  to  the  diagnosis  of  an  enlarged  sjdeen 
meeting  the  enlarged  liver.)  Eesonance  exists  in 
both  lumbar  regions. 

Tongue  free  from  fur ; redder  than  natural. 
Much  thirst.  Appetite  defective  ; suffers  from  nausea. 
Has  had  occasional  diarrhoea  before  admission,  but 
not  to  a marked  degree,  and  has  none  now.  Has 
pains  in  the  abdomen. 

The  temperature  was,  for  the  most  part,  taken 
only  in  the  morning.  It  was  then  frequently  pyrexial, 
but  did  not  exceed  102'8°.  The  more  common  tem- 
peratures ranged  from  99'  to  100°.  The  pulse  varied 
from  96  to  120.  The  respirations,  always  accelerated, 
were  commonly  above  30,  and  frequently  between  40 
and  50. 

The  urine  contained  albumen,  but  sometimes 
only  as  a trace  ; the  specific  gravity  varied  from  1010 
to  1014,  and  only  once  reached  1018. 

The  patient  continued  to  sink,  and  died  on 
October  13.  Haemoptysis  to  the  extent  of  4 oz. 
occurred  three  days  before  death. 


{MEARS) 

Post-mortem. — The  liver  is  found  to  occupy 
nearly  the  whole  front  of  the  abdomen,  extending  on 
the  right  side  superiorly  to  the  fourth  rib,  reaching 
on  the  left  side  beneath  the  false  ribs' to  within  two 
finger-breadths  of  the  spinal  column,  and  passing 
downwards  to  seven  inches  below  the  ensiform  car- 
tilage, and  within  five  inches  of  the  pubes. 

Lungs. — Bight  lung  extends  downwards  to  fifth 
rib,  and  across  middle  line  of  sternum.  Apex  ad- 
herent to  rih,  and  base  to  diaphragm. 

Left  lung  (XIX.  2),  everywhere  adherent,  and 
greatly  retracted  ; measures  only  five  inches  by  two 
inches.  Thickening  of  pleura  at  apex  and  middle 
portions  f inch,  at  base  nearly  4 inch  (fig.  2,  c c c). 
Tissue  of  nearly  the  whole  of  this  lung  is  converted 
into  a dense  fibroid  mass.  Lobes  indistinguishable. 
At  apex  is  a sinuous  cavity,  some  of  tlie  divisions  of 
which  reach  witliin  two  inches  of  the  base,  but  the 
greater  part  measures  only  two  inches  in  either 
diameter  (fig.  2,  d).  The  walls  are  smooth,  and 
lined  by  a false  membrane,  yellow  in  colour,  thick 
and  opaque,  but  not  presenting  any  special  granula- 
tions. The  whole  of  the  rest  of  this  lung  is  composed 
of  little  else  than  fibroid  tissue  enclosing  dilated 
bronchi  (b  b)  of  the  first  and  second  divisions,  whose 
w'alls  and  lining  membrane  are  greatly  thickened  and 
congested,  but  not  otherwise  diseased. 

In  the  lower  part  of  this  lung,  indistinct  traces  of 
pulmonary  tissue  may  be  seen,  and  in  these  parts 
are  groups  of  small  granulations  and  some  cheesy 
nodules,  surrounded  by  a semi-transparent  zone,  but 
these  latter  are  not  common. 

Bight  lung  for  the  most  part  in  condition  of 
hypertrophous  emphysema.  Adhesions  of  lobes  to- 
gether only  slight.  Apex  dense  and  puckered.  A 
large  puckered  spot  in  the  upper  part  of  lower  lobe, 
and  smaller  puckerings  are  scattered  over  other  por- 
tions. The  larger  puckerings  are  found  to  correspond 
to  cavities,  the  smaller  to  groups  of  indurated  granu- 
lations. At  extreme  apex  is  a cavity  of  the  size  of  a 
Tangerine  orange.  It  is  covered  by  thickened  pleura 
(fig.  1,  bb).  The  walls  are  less  smooth  than  those 
on  the  opposite  side.  It  is  lined  by  a caseating 
membrane,  which  does  not,  however,  present  any 
distinct  granulations.  The  tissue  of  the  lung  gene- 
rally is  emphysematous,  and  throughout  it  are  scat- 
tered, singly  or  in  groups,  very  small  firm  hard 
granulations,  most  of  which  are  still  semi-transparent, 
very  few  being  cheesy  (fig.  1,  a a),  even  where  col- 
lected in  racemose  groups.  The  granulations  are 
often  smaller  than  tliose  ordinarily  found  in  such 
formations.  The  tissue  of  the  groups  is  deeply  pig- 
mented, and  the  granulations  are  surrounded  by  zones 
of  deep  pigmentation.  A few  cavities  are  seen  here 
and  there,  small  in  size,  and  opening  into  ulcerated 
bronchi.  Granulations  are  densely  grouped  around 
these,  but  on  the  whole  excavations  are  rare.  In  a 
few  places  large  cheesy  masses  are  found,  surrounded 
by  much  induration,  and  in  some  places  such  spots 
are  softening  into  pultaceous  matter  and  forming 
cavities.  Lung-tissue  stains  unduly  with  iodine,  and 
the  staining  is  more  marked  in  the  pulmonary  tissue 
than  in  the  groups  of  granulations. 

Larynx  and  Trachea  perfectly  healthy.  Stain 
somewhat  unduly  with  iodine. 

Heart. — Right  auricle  dilated  ; walls  of  right 
ventricle  firm,  crisp,  not  markedly  thickened.  Cusps 
of  mitral  valve  thickened  at  free  border  ; no  shorten- 
ing or  puckering  ; no  atheroma  or  opacity. 
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CASES  36'{MEARS),  37  {SCHOFIELD) 


Liver  weighs  6 lbs.  4 oz.  ; presents  typical  waxy 
change.  Stains  intensely  with  iodine.  Spots  of 
fatty  degeneration  are  seen  in  parts,  and  in  others 
there  is  a general  opacity  with  yellow  spots. 

Kidneys  firm,  waXy,  passing  into  opaque  albumi- 
noid; do  not  stain  with  iodine.  Weight,  collectively, 
8 oz.  . 

Supra-renal  bodies  very  firm  ; cortical  substance 
very  pale  and  firm  ; do  not  stain  with  iodine. 

Spleen  comparatively  soft,  but  has  waxy  look, 
as  if  this  change  were  commencing ; not  enlarged ; 
measures  5 x 3 x inches  ; weighs  5 oz. 

Stomach. — Mucous  membrane  pale  and  thin. 
Solitary  glands  very  distinct.  Shows  slight  iodine- 
staining. 

Intestines. — Solitary  glands  prominent  through- 
out. Peyer’s  patches  enlarged,  hypenemic : one  or 
two  show  small  patches  of  ulceration.  Mucous  mem- 
brane throughout  small  intestine  is  too  pale  and  trans- 
parent, and  stains  unduly  with  iodine,  especially  in 
the  prominent  parts  of  the  valvulie  conniventes.  In 
the  caecum  and  first  part  of  colon  are  groups  of  small 
cheesy  nodules  beneath  the  mucous  membrane,  sur- 
rounded by  marked  hyperaemia.  None  of  them 
appear  to  have  ulcerated.  Solitary  glands  enlarged 
throughout  colon,  but  mucous  membrane  everywhere 
pale  except  in  the  tracts  of  hyperasmia  last  de- 
scribed. 

Mesenteric  glands  enlarged  and  too  transparent  : 
show  no  traces  of  tubercle : do  not  stain  with 
iodine. 

Tracheal  glands  indurated,  too  transparent,  full 
of  fine  granulations  : do  not  stain  with  iodine. 

Microscopic  Examination. — The  most  pre- 
valent changes  in  this  lung  are  as  follows  : — 

Nodular  masses  of  induration  similar  to  those 
described  in  Overall,  p.  198 ; Smith,  seep.  200 ; Umvin, 
see  p.  171  ; and  Carr,  see  p.  204.  They  present  all 
varieties  of  indurative  and  caseous  change  inter- 
mingled : represented  in  XXXII.  7 and  XXXV.  4 
(Smith),  XLI.  1 and  3 (Carr),  XLI.  5 (Roberts), 
XLI.  7 (Coppin),  each  of  which  has  almost  identical 
analogues  in  this  lung. 

The  process  by  which  they  are  formed  can  be 
further  seen  to  be  by  the  gradual  thickening  of  the 
alveolar  tissue  with  a small-celled  growth  in  a 
lobular  form,  similar  to  that  seen  in  XXXIX.  7 
(Unwin).  Adjacent  lobules  may  be  seen  side  by 
side,  some  in  the  early  stages  of  the  perialveolar 
growth,  like  XL.  1 and  3 (Heath)]  others  presenting 
more  fibroid  change,  passing,  in  some  places,  into  an 
almost  uniform  fibroid  tissue,  and  others  fibroid  in 
their  margins  but  caseated  in  their  centres. 

The  process  of  this  invasion  is  seen,  in  XL.  7,  to 
be  taking  place  by  means  of  a nuclear  growth  in  the 
walls  of  the  capillaries,  the  outlines  of  which,  in  the 
floor  of  the  alveolus,  are  still  distinct,  while  the  sides 
aie  already  invaded  by  a denser  infiltration  of  small- 
celled  growth,  thus  resembling  XL.  8 (Indurating 
Tubercle],  and  also  XL.  0 (Overall). 

Interspersed  between  these,  are  larger  areas  of 
small-celled  infiltration,  like  XXXVII.  7 (Griffin), 
and  in  other  parts  mingled  with  more  or  less 
pneumonic  epithelial  proliferation  in  the  interior  of 
the  alveoli,  like  XXXVIII.  8 (Hall).  This  small- 
celled  growth  also  extends  through  considerable 
areas,  narrowing  the  lumen  of  the  alveoli  and  pro- 
ducing appearances  similar  to  XXXVIII.  1 (Hcn- 


shaw),  and  it  also  in  places  passes  directly  into 
fibroid  induration,  like  that  seen  in  XLII.  6 (Hawkins) . 
The  spots  of  caseation  in  this  lung  aie  almost  entirely 
produced  by  the  lobular  nodules  just  described  and 
none  can  be  ascribed  to  changes  in  the  bronchi. 
Nodules  of  small-celled  growth,  of  the  type  of  the 
smallest  miliary  tubercle,  also  occur. 

Giant- cells  are  very  abundant  throughout  this 
specimen.  They  are  not  uncommon  in  the  centres 
of  the  alveoli  and  the  lobules  of  commencing  small- 
celled  growth  sometimes  contain  groups  of  these 
‘ cells,’  one  being  situated  in  the  centre  of  each 
alveolus.  They  are  for  the  most  part  of  the  types  of 
XXXIII.  4 and  11.  They  are  also  found  in  the 
zones  and  tracts  of  induration. 

Perivascular  and  peribronchial  thickening  are 
also  frequent.  This  is  most  apparent  in  the  vessels, 
and  is  commonly  found  in  the  fibroid  form,  the 
orifice  of  the  vessel  being  much  narrowed,  and  its 
coats  uniform,  fused  into  an  almost  homogeneous 
semicartilaginous-looking  tissue,  like  XLII.  7,  a a 
(J.  Brown).  The  early  stages  of  this  can  be  traced  to 
a small-celled  growth  in  the  perivascular  sheath 
and  in  the  coats  of  the  vessels,  as  seen  in  XLII.  3 
and  4. 

The  changes  in  this  lung  are  almost  entirely  con- 
fined to  those  above  described,  and  the  induration 
is  thus  seen  to  result  from  alveolar  changes  due  to 
a small-celled  growth  in  their  walls,  and  terminating 
in  fibroid  transformation,  which,  however,  also 
affects  the  vessels  and  the  bronchial  tubes. 

CASE  37. 

Indurating  Tubercudisation. 

Plate  XX.  fig.  1. 

Summary. — ill.  27.  Phthisis  in  both  parents. 
Occasional  cough  and  slight  hcemoptysis  during  four 
years,  increasing  during  the  last  six  months  of  life, 
ivith  diarrlma.  A fciv  days  before  death  th.ere  were 
severe  cough,  extreme  dyspnoea,  copious  expectoration, 
and  considerable  pyrexia,  with  signs  of  cojisolidation 
in  both  lungs,  of  excavation  at  the  left  apex,  ami 
abundant  bronchial  rales. — Tubercles  and  ulceration 
of  bronchi  of  the  left  lung,  with  peribronchial 
pmeumonic  consolidation ; yellowish  granulations  in 
fibroid  tissue  at  the  apex.  Similar  tissue  at  the 
right  apex  surrounds  a series  of  cavities ; below, 
the  lung  is  crowded  with  racemose  granulations. 
Ulceration  of  larynx.  Liver  tubercular.  Ulceration 
of  intestines  and  bladder. 

Alfred  Schofield,  letat.  27,  admitted  University 
College  Hospital  March  9 ; died  IMarch  12,  1807. 

Family  History. — Father  died  of  phthisis,  mother 
died  of  small-pox  and  suffered  from  consumption. 

Personal  History. — Entered  army  as  drummer- 
boy,  letat.  15,  and  left  army  in  1805  ; was  in  India 
1803-4  ; denies  syphilis. 

Present  Illness  began  on  voyage  to  India  in  1803. 
Got  wet  through  on  deck,  and  began  to  cough ; had 
repeated  rigors,  and  thick  yellow  expectoration.  Was 
sent  into  hospital  on  board,  but  was  better  on  arrival  in 
India.  Cough  returned  when  on  guard  at  Lucknow  ; 
was  sent  into  hospital  and  remained  there  two 
months.  Had  diarrhoea  in  India,  and  ague  several 
times.  Left  India  end  of  1804,  and  was  discharged 
in  1805.  Has  been  a light  porter  since  return,  but 
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CASES  37  {SCHOFIELD),  38  (BAELOJJ) 


Las  snfferfed  mucli  from  cougli,  and  has  been  in  Con- 
sumption Hospital  at  Brompton. 

Had  hfemoptysis  with  cough  on  board  ship.  The 
blood  was  mixed  with  the  expectoration,  and  he 
never  brought  up  any  considerable  quantity.  Streaks 
of  blood  have  appeared  in  his  expectoration  through- 
out his  illness,  He  became  much  worse  last 
October,  and  has  had  diarrhoea  severely  of  late.  In 
October  a hard  swelling  appeared  in  right  testicle. 
Appetite  has  been  bad,  and  he  has  suffered  much  from 
flatulence  after  eating. 

State  on  Admission. — Great  exhaustion,  cyanosis, 
extreme  dyspnoea,  relieved  by  inhalation  of  chloro- 
form, Frequent  cough  with  coarse  rales  in  throat. 
Expectoration  copious,  greenish,  tenacious,  mingled 
with  blood  in  streaks  and  rusty  patches.  Skin 
pungently  hot,  not  much  perspiration.  Temp.  100°, 
pulse  120,  resp.  34. 

Chest  well-formed.  Examination  imperfect,  owing 
to  weakness  of  patient.  Signs  of  consolidation  over 
whole  left  lung,  and  at  right  apex  and  base  ol  exca- 
vation under  left  clavicle.  Fine  and  coarse  rales  over 
whole  of  both  sides.  He  sank  and  died  three  days 
after  admission. 

PosT-MOETBM. — Larijux  ; Commencing  ulcera- 
tion in  upper  part.  This  occurs  in  spots  which  are 
not  larger  than  pin’s  heads.  There  are  also  a few 
scattered  cheesy  spots  and  some  very  small  trans- 
parent specks. 

Lungs.— Both  adherent.  One  bronchus  of  3rd 
division  in  the  upper  lobe  of  the  right  lung  is  found 
obstructed  by  cheesy  matter,  the  wall  being  thick- 
ened around  this.  No  dilatation  of  the  bronchi, 
either  in  upper  or  lower  lobes.  In  the  bronchi  of 
the  lower  lobe  of  the  left  lung  are  numerous  ulcera- 
tions, apparently  commencing  in  the  mucous  mem- 
brane (XX.  1).  The  membrane  is  eroded,  and  the 
edges  of  the  ulcer  are  elevated  and  thickened,  in  some 
places  undermined,  in  others  cheesy  (XX.  1,  a)  ; the 
ulcerated  surface  is  of  a yellowish-grey  colour.  Around 
the  ulcers  are  cheesy  nodules  of  the  size  of  a poppy- 
seed or  hemp-seed,  some  only  seen  through  the 
mucous  surface,  while  others  have  broken  through 
this,  and  in  some  of  these,  small  openings  are  seen 
undermining  the  mucous  membrane.  These  nodules 
in  some  places  are  clustered  so  thickly  as  to  occupy 
almost  the  whole  of  the  suiface  of  the  bronchus 
(XX.  1,  b).  In  others,  in  the  immediate  neighbour- 
liood,  fine  granulations  of  yellow  colour  and  of 
variable  size,  down  to  pin’s  heads  and  pin’s  points, 
are  scattered  in  the  mucous  membrane  (XX.  1,  c). 
The  lung-tissue  around  these  is  for  the  most  part 
occupied  by  a reddish  pneumonic  exudation,  covered 
with  minute  yellow  spots,  and  looking  as  if  sprinkled 
with  a yellow  sand.  In  this  are  numerous  orifices 
of  bronchi,  the  mucous  membrane  of  which  is  seen 
to  be  ulcerated.  The  greater  part  of  the  upper  lobe 
of  the  left  lung  is  converted  into  a fibrous  cicatricial 
and  deeply  pigmented  tissue.  It  is  studded  with 
cheesy  granulations,  and  in  the  walls  of  some  bronchi, 
where  ulceration  has  not  commenced,  granulations 
can  be  seen  of  all  sizes,  from  a pin’s  point  to  a poppy- 
seed. 

In  the  right  lung  the  bronchi  of  the  upper  lobe 
lead  into  a series  of  large  cavities,  lined  by  cbeesy 
matter,  and  surrounded  by  indurated  tissue,  which  is 
entirely  fibroid,  and  in  which  no  trace  of  pulmonary 


tissue  remains.  Below  this  the  whole  of  the  right 
lung,  from  apex  to  base,  is  riddled  with  granulations 
clustered  in  racemose  groups,  which  in  some  places 
bear  the  strongest  resemblance  to  the  structure  of  the 
parotid  gland  or  pancreas.  The  tissue  in  most  is 
indurated  and  deeply  pigmented  in  the  centre,  while 
the  greater  number  of  the  granulations  are  more  or 
less  cheesy  but  not  softened.  The  intervening  pul- 
monary tissue  is  emphysematous,  hyperaemic,  and 
contains  islets  of  pneumonia. 

The  B'roncliial  and  Tracheal  Glands  are  much 
enlarged  and  softened,  and  contain  grey  opaque 
spots,  scattered  thickly  through  their  tissue  ; these 
are  as  numerous  in  the  cortical  as  in  the  medullary 
substance. 

Heart  healthy. 

Liver  studded  with  tubercular  granulations,  some 
grey  and  semi-transparent,  others  yellow  and  cheesy. 
In  the  centre  of  the  middle  lobe  is  a puckered  cica- 
trix, which,  when  cut  into,  is  found  to  contain  some 
cheesy  matter,  and  suggests  a healed  abscess. 

Kidneys. — Left  contains,  at  lower  end  of  pelvis, 
a firm  cheesy  mass,  with  indurated  tissue  around. 
Above  this  are  numerous  fine  granulations,  which 
in  some  places  have  ulcerated.  Some  granulations 
are  also  seen  in  the  substance  of  the  kidney.  Eight 
kidney  healthy. 

Bladder  has  a spot  of  ulceration  a quarter  of  an 
inch  in  diameter.  Both  vesiculte  seminales  are  filled 
with  cheesy  matter,  solid  and  firm. 

Stomach. — Mucous  membrane  thickened,  and 
covered  with  firm  mucus : it  is  opaque  and  pig- 
mented near  pylorus. 

Intestines. — Duodenum  much  congested  ; Briin- 
ner’s  glands  enlarged  : some  superficial  ulcerations 
having  characters  of  follicular  ulceration.  Mucous 
membrane  of  upper  part  of  ileum  pale,  but  ulcera- 
tions commence  in  upper  third.  They  have  the 
ordinary  characters  of  tubercular  ulcers  with  granu- 
lations in  their  floor  and  thickened  everted  edges. 
The  ulcerations  are  numerous  in  caecum,  and  extend 
to  end  of  transverse  colon.  No  tubercle  in  mesen- 
teric glands.  Both  Suiira-renal  Cagisules  contain 
masses  of  cheesy  matter.  Eight  almost  entirely  de- 
generated into  mingled  cheesy  and  fibroid  material. 

Spleen  and  Brain  healthy. 

The  preparations  of  this  case  put  aside  for  exami- 
nation were  spoiled  and  could  not  be  utilised. 

CASE  3S. 

Pottee’s  Phthisis. 

Plates  XXII.  fig.  1 ; XLIV.  figs.  6,  G,  and  7. 

Kef.— Disease  from  Inhalation  of  Dust,  p.  56 

SuMMAEY. — M.  56.  Cough,  expectoration,  and 
shortness  of  breath  for  some  years,  increase  of  symp- 
toms after  severe  cold,  six  months  before  death. 
During  the  last  days  of  life,  lividity,  cedema,  puru- 
lent expectoration,  and  signs  of  consolidation  in  both 
lungs,  apex  and  base,  with  bronchial  rales.— Both 
lungs  contained  numerous  hard,  black,  fibroid  masses, 
large  and  small,  most  numerous  at  the  apices,  and 
mingled  with  calcification.  Bronchi  and  bronchial 
glands  blackened. 
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CASES  38  {BARLOW),  38a  {POTTERS  PHTHISIS) 


Chables  Baelow,’  ?etat.  56,  admitted  into 
North  Staffordshire  Infirmary,  March  5 ; died  March 
8,  1867. 

Is  a hollow-ware  presser.  Has  always  been 
sober.  Has  suffered  from  winter  cough  and  palpita- 
tion for  the  past  seven  years,  and  of  late  his  breath 
has  been  short.  Ex2oectoration  commenced  two 
years  ago.  It  was  at  first  frothy,  then  became 
viscid,  and  has  been  purulent  during  the  last  few 
weeks.  It  has  never  been  black  ; a few  streaks  of 
blood  have  been  seen  in  it  from  time  to  time,  but 
there  has  never  been  any  larger  hfemoj^tysis. 

Present  Illness. — Caught  a severe  cold  last  Octo- 
ber, recovered  imperfectly,  and  relapsed  at  Christmas. 
Has  kept  his  bed  for  some  weeks  before  admission  to 
the  infirmary. 

Present  State. — A pale  emaciated  man,  with 
dark  hair,  grey  eyes,  and  sallow  com2)lexion.  Some 
lividity  ; legs  swollen,  and  pit  on  pressure  ; abdo- 
men slightly  swollen  ; skin  cool.  Pulse,  98  jerking  ; 
Resp.  32.  Cough  frequent ; sputa  copious,  purulent, 
confluent  in  masses.  Chest,  deep  antero-posterior 
diameter,  flattened  in  lateral  regions.  Expansion- 
movement  defective  ; elevation  exaggerated.  Per- 
cussion-resonance defective  under  both  clavicles, 
most  so  under  right.  Some  diffused  dulness  at  both 
bases,  greater  at  left.  Large  and  small  coarse  rales 
heard  over  whole  front  of  chest.  Expiration  in  right 
front  prolonged  and  blowing,  not  on  left  side.  Sibi- 
lant rales  exist  in  the  lower  two-thirds  anteriorly  on 
j right  side.  Coarse  moist  rales  at  left  base  posteriorly  ; 

a few  sibilant  moist  rales  heard  at  right  base, 
i V ocal  resonance  exaggerated  at  left  apex  and  base  ; 
i no  broncho2)hony. 

I Cardiac  dulness  nearly  normal : apex-beat  in- 
I distinct  ; a coarse  systolic  apex-murmur  is  present, 

I slightly  conducted  towards  axilla,  not  towards 
: sternum  or  base ; second  sound  occasionally  redu- 

I plicated  at  base. 

i Urine  scanty  and  high-coloured,  contained  a 
! trace  of  albumen. 

He  sank  rapidly  and  died  on  March  8th. 

PosT-MOETEM. — Only  small  portions  of  heart  un- 
covered by  lung.  In  anterior  margin  of  left  lung, 
where  it  overlaps  the  heart,  are  numerous  hard 
nodules. 

Heart  enlarged,  particularly  the  left  auricle,  but 
right  auricle  also  enlarged.  Edges  of  mitral  valve 
puckered  ; some  puckering  also  of  triciispid  valve. 
Microscopic  examination  shows  some  fatty  degene- 
ration of  muscular  tissue  of  the  heart. 

Lungs. — Left  firmly  adherent  throughout 
pleura  ; emphysematous  at  anterior  margin.  Apex 
almost  entirely  solidified,  and  converted  into  firm 
fibroid  masses,  separated  from  one  another  by  thin 
lines  of  condensed  ]iulmonary  tissue.  These  masses 
are  about  the  size  of  walnuts,  and  are  very  hard 
and  black.  Among  them  are  some  calcified  masses, 
which  also  exist,  in  some  parts,  in  the  centres  of  the 
fibroid  blackened  masses,  giving  them  a mottled  ap- 
pearance. No  cavity  is  to  be  found  except  in  some 
places  wliere  the  calcified  matter  breaks  down  under 
the  knife.  Similar  masses  exist  scattered  through- 

' This  case  and  the  following  have  been  published  by 
Dr.  Charles  Parsons  of  Dover,  in  liis  Thesis  which  obtained 
the  Gold  Medal  of  the  University  of  Edinburgh  in  1HG4 
‘ On  a form  of  Bronchitis  simvdating  Phthisis  which  is 
peculiar  to  certain  liranches  of  the  Potting  Trade.’ 


out  the  lung  ; theyapjpear  to  be  encapsuled  in  a firm 
fibrous  tissue,  but  they  cannot  be  enucleated.  They 
are  of  variable  size  ; some  are  no  larger  than  a pea 
or  hemp-seed,  but  all  are  intensely  black  ; they  stand 
out  prominently  from  the  cut  surface  of  the  lung, 
and  are  very  resistant  on  section.  Bronchi  are  in- 
tensely blackened.  No  ulceration  anywhere.  There 
are  black  strife  in  the  pulmonaa-y  pleura,  wherever 
this  is  not  adherent  to  the  costal  pleura. 

The  right  lung  presents  a^apearances  identical 
with  those  described  in  the  left. 

The  Bronchial  Glands  at  the  root  of  the  lungs  are 
filled  with  black  matter.  One  which  has  softened  in 
the  centre  is  of  the  size  of  a walnut,  and  contains  a 
dark  matter,  not  fatty,  but  like  thick  black  grease. 
No  black  matter  can  be  found  within  the  bronchial 
tubes,  as  far  as  they  can  be  traced. 

Liver  much  congested,  and  has  nutmeg  appear- 
ance. 

Kidney  contracted  ; left  contains  many  cysts,  and, 
under  the  microscope,  shows  excess  of  fibroid  tissue, 
and  fatty  degeneration  of  epithelium.  Stomach,  Intes- 
tines, and  Brain  healthy. 

The  Microscopic  Appearances  of  this  lung 
were  only  studied  after  immersion  in  spirit,  and  the 
cell-structures  were  therefore  not  easily  investigated. 

The  indurated  parts  consisted  mainly  of  two  forms 
of  fibroid  formation  ; {a)  large  tracts,  like  XLII.  6 
{Hawkins),  but  where  the  central  cavity  of  the  alve- 
oli had  entirely  disappeared,  though  quasi-alveolar 
outlines  still  remained  ; {b)  tracts  like  XLII.  1,  b 
{Atkoood),  where,  however,  the  spaces  between  the 
interlacements  of  the  fibres  were  filled  with  pigment, 
having  still  the  shape  of  round,  ovoid,  and  fusiform 
cells,  but  without  any  definite  cell-wall. 

Nodular  forms,  such  as  are  shown  in  XLIV.  6, 
were  the  most  common,  but  other  forms  like  XLI.  3 
and  5 {Carr  and  Roberts)  abounded,  although  they 
were  more  densely  2>iginepted  than  those  figured. 
They  tended  to  become  confluent,  and  to  form  large 
tracts,  some  of  which  closely  resembled  XLI.  1 [Carr), 
but  with  the  addition  of  intense  pigmentation.  Other 
nodules  were  almost  completely  solid  and  fibroid  (as  in 
XLIV.  5),  but  these  also  showed  an  alveolar  origin. 

It  was  difficult  to  trace  the  earlier  stages  of  these 
changes,  partly  from  the  mode  of  preparation,  partly 
from  the  intense  pigmentation,  which  rendered  many 
tracts  absolutely  opaque  and  black.  The  following 
characteristics  could,  however,  be  made  out.  Pneu- 
monic alveoli  were  seen,  filled  with  enlarged  epithe- 
lial cells  rendered  almost  black  with  pigment.  These 
tracts  tended  to  a nuclear  thickening  of  their  walls, 
as  seen  in  XLIV.  7,  which  in  many  places  resembled 
XXX.  5 {Acute  Tubercle)  and  XXXVII.  6 {Griffin). 
In  a few  places,  nodular  masses  could  be  made  out 
like  XXVIII.  7 {Acute  Tubercle).  There  was  great 
periarterial  and  peribronchial  fibroid  thickening,  and 
there  were  dense  accumulations  of  pigment  around 
the  bronchi. 

CASE  38a. 

I append  the  description  of  the  lung  in  another 
case,  from  a potter,  in  which  I was  prevented,  by  an 
accident  to  the  preparation,  from  making  a micro- 
scopic examination  of  the  changes  present. 

Right  lung  highly  emphysematous.  It  contains, 
at  the  apex,  a large  cavity  filled  with  a thick  creamy 
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218  CASES  3Sa  {P OTTER'S  PUTIIISIS),  39  {MINER'S  PHTHISIS) 


pns.  Tliroiigliout  the  lung  are  scattered  black  masses, 
firm  on  section,  and  are  mingled  with  very  firm 
white,  opaque  spots,  projecting  above  the  cut  surface. 
The  black  masses  are  of  an  irregular  shape  and  size  ; 
some  are  as  large  as  a walnut,  others  as  a Maltese 
orange.  Section  of  the  whitish  masses  is  gritty, 
that  of  the  black  is  smooth,  and  these  are  less 
elevated  n.bove  the  surrounding  tissue  than  the 
white.  The  white  spots  are  nowhere  larger 
than  millet-seeds.  Several  small  cavities  are  found 
in  tlie  middle  and  lower  lobes.  They  are  all  simple  ; 
some  are  crossed  by  trabecul®,  but  they  do  not  inter- 
communicate. The  left  lung  has  the  same  character, 
l)ut  to  a less  extent  ; near  its  base  and  root  is  an  area 
three  inches  in  diameter,  filled  with  rough  granular 
spots  like  those  before  described,  but  much  more  free 
from  colouring  matter. 

Heart  and  abdominal  viscera  healthy. 

This  patient  was  a potter,  astat.  35,  who  inherited 
asthma,  and  had  been  short-breathed  all  his  life.  He 
had  never  had  any  severe  illness,  but  his  dyspnoea 
had  increased -much  of  late,  and  he  had  lost  flesh 
greatly.  The  physical  signs  were  those  of  emphysema, 
with  consolidation  and  excavation  at  the  apices,  and 
disseminated  moist  rales  throughout  the  lungs. 

CASE  39. 

Miner’s  Phthisis. 

Plate  XXII.  fig.  2 ; XLIV.  fig.  3. 

Dr.  E.  Headlam  Greenhow,  Transactions  of  the 
Pathological  Society,  vol.  xx.  p.  41,  and  Plates  II. 
tig.  1 ; ill.  fig.  1. 

‘ I am  indebted  to  Mr.  Thomas  Underhill,  of 
‘ Tipton,  in  Staffordshire,  for  the  specimens  exhi- 
‘ bited  to  the  Society.  They  were  taken  from  tlie 
‘ body  of  a man  aged  about  sixty-five,  who  had  worked 
‘ in  a coal-mine  from  boyhood.  At  the  time  of  his 
‘ death  he  had  been  incapacitated  from  work  for 
‘ two  years,  during  wdiich  time  he  had  suffered  from 
‘ cough  and  shortness  of  breath,  with  occasional 
‘ attacks  of  what  was  called  bronchitic  asthma.  He 
‘ had  only  come  under  the  care  of  Mr.  Underhill  a 
‘ month  before  his  death,  and  was  then  much  ema- 
‘ ciated  ; but  with  the  exception  of  dulness  on  per- 
‘ cussion  below  the  clavicles,  he  presented  none  of 
‘ the  ordinary  symptoms  of  phthisis.  About  ten 
‘ days  before  death  he  suddenly  spat  up  a considerable 
‘ (quantity  of  sputum  closely  resembling  black  paint, 
‘ and  continued  doing  so  to  the  amount  of  four  or 
‘ five  ounces  daily  until  he  died.  He  sank  at  last 
‘ very  rapidly. 

‘ The  lungs,  on  being  incised,  exuded  a large 
‘ quantity  of  thick  fluid  containing  amorphous  black 
‘ pigment.  The  spirit  in  which  they  w’ere  placed  for 
‘ preservation  very  soon  had  the  appearance  of  being 

< mixed  with  soot,  and  on  boiling  a portion  of  it  witli 

< an  equal  quantity  of  strong  nitric  acid  the  colour 

< underwent  no  change.  Another  portion,  evaporated 
* to  dryness,  left  a black  sooty-looking  deposit  upon 

< the  walls  of  the  test-tube,  and  at  the  bottom  of  the 
I tube  a small  amount  of  brownish  deposit,  which 

< burnt  with  a strong  smell  of  animal  matter.  The 
I sooty-looking  deposit,  when  boiled  for  a considerable 

< time  in  a mixture  of  strong  nitric  and  hydrochloric 
. acids,  underwent  no  perceptible  change,  and  on  being 


‘ allowed  to  settle  remained,  in  the  form  of  minute 
‘ black  granules  at  the  bottom  of  the  tube. 

‘ Tbe  upper  part  of  the  right  lung  had  been  firmly 
‘ adherent  to  the  parietes  of  the  thorax  posteriorly  ; 

‘ it  was  generally  of  a black  colour.  The  pleura  was 
‘ everywhere  thickened,  and  presented  in  several 
‘ places’ smooth  yellowish- white  patches,  one  of  which 
‘ formed  a sort  of  hood,  as  it  were,  over  the  apex  of 
‘ the  lung,  and  was  about  a tenth  of  an  inch  in  thick- 
‘ ness,  presenting,  on  section,  a dense  white  appear- 
‘ ance.  The  apex  of  the  lung  was  solidified  into  a 
‘ firm  mass,  somewhat  larger  than  a walnut,  cutting 
‘ with  a smooth  section,  and  perfectly  dry,  and  look- 
‘ ing,  when  cut  across,  not  unlike  a piece  of  black 
‘ india-rubber’  (XXII.  2,  c).  ‘ Immediately  below  this 
‘ mass  of  condensed  lung  was  a large,  irregular, 

‘ ragged  cavity,  containing  a quantity  of  black  pulpy 
‘ debris,  in  the  midst  of  which  was  a detached  piece 
‘ of  lung  the  size  of  a hazel-nut.  A smaller  con- 
‘ densed  mass  was  situated  at  the  root  of  the  lung, 

‘ identical  in  character  with  the  larger  one  at  the 
‘ apex  ; the  remainder  of  the  lung  was  also  perfectly 
‘ black  on  section,  but  for  the  most  part  of  a spongy 
‘ texture.  Many  of  the  bronchial  tubes  appeared  to 
‘ be  dilated  and  thickened,  and  their  mucous  surfaces 
‘ injected ; they  mostly  contain  mucus  blackened 
‘ by  intermixture  with  pigment.  The  bronchial 
‘ glands  were  enlarged,  dense,  and  perfectly  black, 

‘ and  exuded,  when  incised,  an  abundance  of  black 
‘ fluid,  which  stained  everything  with  which  it  came 
‘ in  contact.  The  general  appearance  of  the  lung, 

‘ when  recently  divided  across  from  the  apex  down- 
‘ wards,  is  well  shown  in  the  accompanying  drawing  ’ 
(XXII.  2),  ‘ but  the  consolidated  apex  looks  duller  and 
‘ less  glistening,  and  the  hue  of  the  whole  lung  less 
‘ perfectly  black  than  in  the  fresh  specimen. 

‘ The  left  lung  contained  a solid  mass  occupying 
‘ the  greater  part  of  its  centre,  and  closely  resembling 
‘ the  condensed  portion  at  the  apex  of  the  right  lung, 

‘ being  perfectly  black,  smooth,  and  dry  on  section, 

‘ and  presenting  to  the  naked  eye  no  trace  of  lung- 
‘ tissue.  This  mass  was  sharply  circumscribed,  and 
‘ was  entirely  surrounded  by  a layer  of  spongy  inelas- 
‘ tic  lung-tissue,  also  nearly  black  in  colour  ; the 
‘ spongy  layer  exhibited,  on  section,  dilated  air-cells, 

‘ and  much  resembled  the  lung- tissue  of  senile  emphy- 
‘ sema ; scattered  through  this  spongy  portion  were 
‘ several  opaque,  greyish-yellow,  solid  nodules,  from 
‘ the  size  of  a hemp-seed  to  that  of  a pea.  The  pleura 
‘ corresponding  to  the  solid  mass  was  thickened,  but 
‘ moved  freely  over  it  in  consequence  of  the  layer  of 
‘ the  spongy  lung-tissue  intervening  between  them. 

‘ Sections  taken  from  the  most  densely  consoli- 
‘ dated  portions  of  either  lung  showed,  under  the 
‘ microscope,  only  an  abundance  of  black  pigment 
‘ arranged  in  masses  and  granules,  greatly  obscuring 
‘ the  natural  tissue,  which  was  so  compressed  that  no 
‘ definite  normal  structure  could  be  seen  in  it.  Sec- 
‘ tions  taken  from  the  somewhat  less  dense  parts  of 
‘ the  mass,  in  the  centre  of  the  left  lung,  presented 
‘ fibrous  tracts,  containing  curved  elastic  fibres  thickly 
‘ studded  with  masses  of  black  pigment,  and  repre- 
‘ senting,  probably,  collapsed  lung-tissue.  In  other 
‘ sections,  taken  from  the  borders  of  the  condensed 
‘ part  of  the  lung,  the  walls  of  the  air-cells  were  seen 
‘ to  be  considerably  thickened,  and  to  contain  much 
‘ black  pigment,  generally  arranged  in  masses  and 
‘ granules,  as  seen  in  the  drawing  ’ (XLIV.  3).  ‘ Black 
‘ pigment  is  also  seen,  apparently  contained  in 
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‘ cells,  lying  loose  in  the  air-cell  cavities ; these 
‘ latter  sections  were  intersected  by  fibrillated  tracts, 
‘ closely  set  with  elongated  nuclei,  which  in  some 
‘ places  passed  into  and  were  continuous  with  the  walls 
‘ of  the  air-cells.  In  the  spongy  portion  of  the  lung- 
‘ tissue,  the  air-cells  themselves  were  in  many  places 
‘ blocked  up  with  exudation-cells.  The  pleura  was 
‘ seen  under  the  microscope  to  be  much  tliickened  ; it 
‘ contained  a dist  net  layer  of  pigment-deposit  imme- 
‘ diately  below  the  surface,  and  presented  here  and 
‘ there,  on  its  free  surface,  distinct  small  projections, 
‘ or  nodules,  loaded  with  black  pigment.  Blaclv 
‘ pigment,  in  the  form  of  granules,  was  seen  under 
‘ the  microscope,  pouring  freely  from  sections  of  the 
‘ lungs  immersed  in  glycerine. 

‘ A small  portion  of  one  of  the  lungs,  having  been 
‘ first  dried  at  a gentle  heat,  was  incinerated  in  a 
‘ porcelain  crucible  over  a gas-jet  for  upwards  of 
‘ three  hours,  when  it  left  nearly  thirteen  per  cent. 
‘ of  ash  of  a yellowish-brown  colour.  On  boiling  this 
‘ ash  in  iritro-hydrochloric  acid  for  upwards  of  an 
‘ hour  the  greater  part  of  it  dissolved,  but  there  re- 
‘ mained  an  insoluble  residue,  which  on  being  ex- 
‘ posed  in  a covered  platinum  vessel  to  the  fumes  of 
‘ hydrochloric  acid,  was  entirely  dissipated.  Two 
‘ separate  experiments  gave  the  following  proportions 
‘ as  the  result  of  these  processes  : One  hundred 
‘ grains  of  dried  lung  left  after  complete  incineration 
: ‘ 12‘92  grains  of  ash,  and  this  ash  on  being  boiled  in 

1 ‘ the  mixed  acids  left  four  grains  of  insoluble  residue. 

‘ Under  the  microscope  this  residue  did  not  polarise 
‘ light.  The  acid  liquor  contained  abundance  of  iron 
‘ and  alumina. 

‘ Remarks. — The  specimens  afford  an  unusually 
‘ striking  illustration  of  the  condition  of  the  lungs 
‘ in  fully  developed  cases  of  the  disease  known  as 
! ‘ “ collier’s  phthisis.”  The  history  of  the  present 

! ‘ case  resembles  in  its  main  features  that  of  a French 

[ ‘ millstone-maker,  who  died  under  my  care  in  the 

‘ Middlesex  Hospital  in  the  year  1865  ' ; the  more 
‘ universal  and  intense  discoloration  of  the  lungs  in 
‘ this  case  being  accounted  for  by  the  different  atmo- 
‘ sphere  in  which  the  man  had  passed  his  working 
‘ life.  The  disease  had,  no  doubt,  l»een  primarily 
‘ chronic  bronchitis,  excited  by  the  inhalation  of  grit, 

‘ but,  by  degrees,  the  substance  of  the  lungs  had  be- 
‘ come  affected,  probably  from  the  penetration  of  grit 
‘ into  their  tissues,  and  the  morbid  condition  termed 
‘ by  Eokitansky  “ interstitial  pneumonia  ” had  been 
‘ induced.  The  formation  of  the  consolidated  masses 
‘ in  the  lungs,  and  the  general  black  pigmentation  of 
‘ the  lung-tissue,  must  have  been  very  slow  processes, 

‘ going  on  insidiously  long  before  the  man  was  dis- 
‘ abled  from  work.  His  last  illness  appears  to  have 
‘ arisen  from  an  accession  of  pneumonia,  causing  the 
‘ blocking  up  of  a large  portion  of  the  still  pervious 
‘ air-cells  with  the  inflammatory  deposit  seen  on 
‘ microscopical  examination.’ 

CASE 

Disease  of  Lungs  in  Coppee  Minee. 

Plate  XLIV.  fig.  4. 

1 )r.  Greenhow,  Transactions  of  the  Pathological 
Society,  vol.  xx.  1809,  p.  47,  and  Plate  HI.  fig.  4. 

' See  ‘ rathologic.al  Transactions,’  vol.  xvii.  p.  24. 


‘ The  lung  was  both  externally  and  internally  of 
‘ a deep  black  colour,  and  exuded  when  fresh  a black 
‘ fluid  resembling  Indian  ink,  and  full  of  minute 
‘ black  granules.  The  pleura  was  somewhat  thickened 
‘ and  opaque,  and  a distinct  tract  of  black  pigment 
‘ was  deposited  in  the  subpleural  connective  tissue. 

‘ The  lung  was  dense  in  texture,  but  still  contained 
‘ air  and  just  floated  in  water.  It  cut  with  a smooth 
‘ section. 

‘ On  examination  of  thin  sections  of  the  lung 
‘ under  the  microscope,  the  walls  of  the  air-vesicles 
‘ were  seen  to  be  thickened,  and  to  contain  numerous 
‘ deposits  of  black  pigment  disposed  in  masses 
‘ and  granules.  Many  cells  containing  black 
‘ granules  were  found  lying  loose  in  the  cavities  of 
‘ the  air-vesicles,  some  of  them  well-defined,  and 
‘ others  apparently  surrounded  by  granules  of  free 
‘ pigment.  The  accompanying  drawing  by  Mr.  Henry 
‘ Arnott  ’ (XLIV.  4)  ‘ represents  a section  of  the 
‘ lung  as  seen  under  the  microscope.  It  was  selected 
‘ with  the  view  of  showing  the  arrangement  of  the 
‘ tract  of  pigment  in  the  thickened  pleura.’ 

CASE 

Disease  op  Lung  in  a Flax-Dkessee. 

Plate  XLIV.  figs.  1 and  2. 

Dr.  Greenhow,  Transactions  of  the  Pathological 
Society,  vol.  xx.  1869,  p.  49,  and  Plate  III.  figs. 
6 and  7. 

‘ This  specimen  was  taken  from  the  body  of  a 
‘ man  aged  43,  who  died  in  the  Leeds  Infirmary  under 
‘ Dr.  Clifford  Allbutt’s  care  in  1868.  He  had  worked  as 
‘ a flax-dresser  from  early  life,  and  for  some  time  at  the 
‘ inferior  kinds  of  flax,  which  are  the  most  dusty.  He 
‘ twice  discontinued  his  employment,  for  a period 
‘ on  each  occasion  of  two  years.  During  the  first 
‘ of  these  intervals  he  appeared  to  recover  his  health 
‘ entirely,  and  during  the  second  he  improved  very 
‘ much.  Being  obliged  to  return  to  work  in  order  to 
‘ keep  himself  and  his  family,  his  pulmonary  com- 
‘ plaint  on  each  occasion  returned  also,  and  he  eventu- 
‘ ally  died  of  it. 

‘ PosT-MOETEM. — The  right  lung  (that  exhibited) 

‘ had  evidently  been  adherent,  iiosteriorly  and  later- 
‘ ally,  to  the  parietes  of  the  thorax.  The  pleura, 

‘ where  not  adherent,  was  tliickened  and  opaque. 

‘ The  anterior  border  of  the  lung  was  elastic  and 
‘ emphysematous,  but  with  this  exception  the  whole 
‘ organ  from  the  apex  to  the  base  was  much  consoli- 
‘ dated.  On  making  a section  through  the  lower  and 
‘ more  consolidated  lobe,  the  surface  of  the  section, 

‘ for  about  two  inches  from  the  pleura,  was  granular 
‘ and  of  a red  colour,  intermixed  with  black.  Towards 
‘ the  centre  of  the  lung  the  tissue  was  crepitant,  and 
‘ contained  much  more  black  pigment.  The  surface 
‘ of  the  section  in  the  granular  part  presented  nume- 
‘ rous  minute  orifices,  which,  under  the  microscope, 

‘ were  seen  to  consist  of  dilated  and  broken-down 
‘ air-cells.  This  appearance  was  probably  due  to 
‘ their  having  been  emptied  of  the  exudation  with 
‘ which  the  neighbouring  air-cells  were  filled,  by  the 
‘ washing  of  the  spirit  in  which  the  specimen  was 
‘ kept.  The  ■walls  of  tlie  air-cells  appeared  thickened, 

‘ and  contained  masses  of  black  pigment,  and  their 
‘ cavities  generally  were  filled  up  wdth  exudation- 
‘ cells,  one  of  which  contained  black  granules.  In 
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‘ the  consolidated  part  the  branches  of  the  pulmonary 
‘ artery  were  plugged.  ■ The  ’ininuter  branches  ot  the 
‘ bronchial  tubes  stood  out  from  the  surface  of  the 
‘ section  with  unusual  prominence,  and  appeared 
‘ thickened.  The  emphysematous  portion  near  the 
‘ anterior  margin  was  more  deeply  pigmented  than 

• the  consolidated  part.  Sections  taken  from  the 
‘ dark  crepitant  portion  towards  the  centre  of  the 
‘ lung,  examined  under  the  microscope,  showed  abun- 
‘ dant  deposits  of  black  pigment  in  the  interstitial 
‘ tissue.  These  deposits  were  usually  in  masses,  con- 
‘ sisting  apparently  of  agglomerations  of  small 
‘ granules  ; but  the  adjacent  tissue,  and  even  the  air- 
‘ cells,  usually  contained  granular  cells,  more  or  less 
‘ completely  filled  with  black  pigment  in  free  granules 
‘ or  larger  masses.  The  deposits  of  pigment  in  the 
‘ lung-tissue  were  sometimes  arranged  in  the  form  of 
‘ tracts,  which  appeared  to  follow  the  course  of  blood- 
‘ vessels,  but  more  frequently  the  pigment  seemed 
‘ to  be  deposited  around  the  minute  bronchial  tubes. 

‘ The  granular  pigmented  cells  found  in  the  air-cells 
‘ were  of  various  sizes,  from  the  o-gV o tutht 

‘ an  inch  in  diameter.  Sometimes  they  lay  singly, 

‘ at  others  in  groups  of  ten  or  twelve  together,  and 
‘ were  generally  round,  but  sometimes  only  irre- 
‘ gularly  roundish  in  shape.  In  some  of  the  sections, 

‘ ciliated  columnar  cells,  containing  black  pigment, 

‘ were  also  found  lying  loose  in  the  interstices  of  the 
‘ section. 

‘ The  accompanying  drawing  by  Mr.  Henry  Ar- 
‘ nott  ’ (XLIV.  2)  ‘ exactly  represents  a section  of  the 

• lung  containing  a small  bronchial  tube  surrounded 

• by  masses  of  black  pigment.  The  adjacent  tissue 
‘ is  crowded  with  granular  cells,  many  of  which  also 
‘ contain  pigment.  Some  of  these  pigmented  cells 
‘ were  also  seen  lying  loose  in  the  bronchial  tubes, 

‘ but  were  not  distinctly  visible  at  the  same  focus  as 

• the  parts  represented  in  the  drawing.  A few  of  the 
‘ pigmented  cells,  both  of  the  round  and  ciliated  forms 
' as  seen  under  a higher  power,  are  also  drawn  to  scale 
‘ on  the  same  paper  ’ (XLIV.  1). 

‘ A portion  of  this  lung  was  incinerated  and 
‘ treated  in  the  manner  described  in  the  previous 
‘ case.  The  experiment  yielded  the  following  results  : 

‘ One  hundred  grains  of  dried  lung  left  2'G09  grains 
‘ of  ash,  of  which  2’ 139  grains  were  dissolved  by 
‘ boiling  in  the  acids  ; the  insoluble  residue,  amount- 

• ing  to  0'47  of  a grain,  was  amorphous,  and  entirely 
‘ dissipated  on  exposure  to  the  fumes  of  hydrochloric 
‘ acid ; the  acid  liquid  contained  both  alumina  and 
‘ iron.’ 

CASE  ^2. 

SiDEEOSIS  PuLMONUM. 

Plate  XLIV.  figs.  8 and  9. 

Kef. — Disease  from  Inhalation  of  Dust,  jjp.  64,  55. 

(Dr.  F.  A.  Zenker,  from  vol.  ii.  of  the  Deutsches 
Archiv  fiir  Klinische  Medicin,  somewhat  abridged 
from  the  original.) 

Summary. — F.  SI.  Occupation,  colouring  blot- 
ting paper  with  oxide  of  iron.  Cough  and  shortness 
of  breath  commenced  hvo  years  before  death,  fol- 
lowed by  signs  of  bronchitis.  The  sgnUa  contained 
red  streaks.  Later,  there  icas  weak  breathing imder  the 


left  clavicle,  together  with  dysp>ncea,  oedema  of  limbs, 
ascites,  and  the  signs  of  double  pleural  effusion. — Limgs 
coloured  brick-red  {from  oxide  of  iron)  and  contained 
cavities  with  friable  red  and  grey  walls,  and  also 
numerous  nodules,  yelloioish-grey  toith  specks  of 
red,  situated  on  the  smaller  bronchi.  Bronchial 
glands  enlarged,  reddened  at  the  periphery.  Kid- 
neys indurated.  Traces  of  past  peritonitis. 

‘ Marie  Frank,  letat.  31,  admitted  into  the 
‘ Nuremberg  Hospital  January  19  ; died  January  30, 

‘ 1804.’ 

‘ Previous  History. — Patient  was  healthy  in  child- 
‘ hood,  although  never  strong.  Up  to  the  age  of  20, 

‘ she  worked  in  a charcoal  manufactory,  where  she 
‘ had  fair  health  and  never  suffered  from  chest 
‘ affection.  She  has  had  some  children,  the  last  two 
‘ years  ago.  She  has  worked  seven  years  at  her 
‘ present  occupation,  at  which  she  con  turned  until 
‘ shortly  before  her  death. 

‘ (Her  last  occupation  consisted  in  the  prepara- 
‘ tion  of  the  small  books  of  blotting-paper  in  which 
‘ fine  leaf-gold  is  kept.  Four  women  are  thus 
‘ employed.  The  room  where  the  colouring  is  pre- 
‘ pared  is  very  small.  There  is  no  special  ventilation, 

‘ but  if  the  dust  is  too  unpleasant  the  wundow  is 
‘ opened  ; if,  however,  this  is  closed,  the  dust  is  very 
‘ thick,  so  that  not  only  are  walls  and  tables  covered, 

‘ but  the  air  appears  coloured  by  it,  and  the  mouth  of 
‘ anyone  not  accustomed  to  it  becomes  dry  in  a few 
‘ minutes.  In  the  rooms  wdiere  the  binding  takes 
‘ place  there  is  also  dust,  but  the  air  can  be  breathed 
‘ without  difficulty.  In  these  rooms  the  whole  day  is 
‘ spent,  and  the  meals  are  also  taken  without  any 
‘ preventive  against  the  inhalation  of  the  dust. 

‘ The  manipulation  of  the  colouring  matter  consists 
‘ in  rubbing  the  finely  pulverised  powder  in  a dry 
‘ state  into  the  paper  by  means  of  felt  until  the  paper 
‘ is  impregnated  wdth  it.’) 

‘ None  of  the  workers,  of  whom  inquiry  was  made, 

‘ complained  of  suffering  in  the  chest.  Their  mouths, 
‘ however,  are  always  filled  with  dust,  and  their  saliva 
‘ is  coloured  red.  Arrangements  exist  by  which  they 
‘ can  clean  themselves  when  they  leave  the  works, 
‘ but  these  appear  to  be  seldom  used.  Patient  had 
‘ worked  in  two  of  these  manufactories,  chiefly  in  the 
‘ colouring  of  paper.  The  first  signs  of  her  illness 
‘ appeared  about  eighteen  months  ago,  in  obstinate 
‘ cough  and  shortness  of  breath,  but  she  continued 
‘ her  work  up  to  Christmas  1863,  when  she  wascom- 
‘ pelled  to  leave  by  shortness  of  breath. 

‘ State  on  Admission. — Ill-nourished,  pallid,  with 
‘ some  lividity  of  face.  Able  to  leave  bed.  No  rise 
‘ of  temperature  ; pulse  frequent  and  small.  Nervous 
‘ system  healthy.  Good  appetite  ; some  constipation  ; 
‘ occasional  abdominal  pain.  Menses  regular.  Ke- 
‘ spiration  short.  Chest  well-formed  ; some  sinking 
‘ of  the  left  infraclavicular  region,  but  otherwise 
‘ movements  are  equal.  Heart’s  apex  in  normal  site ; 
‘ dulness  and  sounds  normal.  Percussion-resonance 
‘ everywhere  equal.  Some  diminution  of  respiratory 
‘ murmur  under  left  clavicle.  Sonorous  rhonchus  in 
‘ different  parts  of  the  chest.  Liver-dulness  normal. 
‘ Cough  moderate,  worst  in  the  morning.  Sputa 
‘ scanty  and  nearly  homogeneous,  mucoid  ; in  it  are 
‘ some  small  red  streaks  like  blood. 

‘ The  patient’s  state  showed  very  little  change, 
‘ except  some  improvement  in  the  cough,  until 
‘ January  24.  On  this  day  oedema  was  observed  in  the 
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‘ feet  and  ankles.  This  extended  to  the  legs  and  was 
‘ painless.  Dyspnoea  and  cyanosis  came  on,  with  in- 
‘ creased  dulness,  diminished  respiration,  and  ab- 
‘ sence  of  vocal  fremitus  at  the  bases  of  the  lungs,  ex- 
‘ tending  quickly  to  the  lower  end  of  the  scapula. 

‘ Ascites  appeared,  but  was  not  extreme.  The  sputa 
‘ in  the  last  days  of  life  became  puriform  and  nummu- 
‘ lated.  Death  took  place  on  January  30. 

‘ Post-mortem. — Heart  flabby,  right  ventricle 
‘ chlated,  valves  normal. 

‘ Abdomen. — Moderate  amount  of  clear  serum  in 
‘ abdominal  cavity.  Borne  thickening  of  capsules  of 
‘ liver  and  spleen.  Numerous  adhesions  between  the 
‘ coils  of  intestines,  and  of  these  to  the  abdominal  wall. 

‘ In  the  mesentery,  mesocolon,  and  broad  ligaments, 

‘ are  numerous  small  spots  with  chalky  contents. 

‘ (Nothing  could  be  learned  regarding  the  history  of 
‘ this  past  attack  of  peritonitis.)  Liver  normal. 

‘ Spleen  flaccid  and  friable.  Kidneys  indurated  ; 

‘ cortical  substance  yellow,  but  of  normal  extent. 

‘ Utenis  adherent  to  neighbouring  organs.  (No  other 
‘ changes  of  importance.) 

‘ Lungs. — Clear  serum  in  the  pleural  cavities. 

‘ Both  lungs  covered  with  fibrous  false  membranes  and 
‘ bands.  After  their  removal,  the  surface  of  the  lung 
‘ has  an  intense  uniform  brick-red  colour  ; here  and 
‘ there  on  the  red  ground  are  black  lines,  markmg  out 
‘ tlie  interstices  of  the  lobules.  The  fibroid  thickening 
‘ also  presents,  on  its  pleural  surface,  in  patches  of 
‘ considerable  extent,  an  intense  brick-red  colour. 

‘ Insome  places,  particularly  on  the  right  middle  lobe, 

‘ the  surface  is  coarsely  uneven,  partly  inconsequence 
‘ of  the  prominence  of  some  nodules  from  retraction  of 
‘ their  septa,  and  partly  from  nodules  to  be  hereafter 
‘ described. 

‘ On  section,  the  whole  of  the  still  remaining 
‘ pulmonary  tissue  is  uniformly  coloured  of  an  in- 
‘ tense  brick-red.  The  surface,  indeed,  appears,  on 
‘ minute  inspection,  as  a uniform,  finely  cellular,  red 
‘ network,  in  which  the  lobular  septa  in  many  places 
‘ appear  as  fine  red  bands,  enclosing  wide  polygonal 
‘ meshes  ; so  that,  even  to  the  naked  eye,  the  red 
‘ colour  can  be  recognised  as  existing  in  the  pulmonary 
‘ tissue  itself.  The  bronchi  also  contain  some  of  the 
‘ colouring  matter,  which  exudes  as  a turbid  brick-red 
‘ fluid  from  the  surface  of  the  section.  Throughout 
‘ the  lobes  of  both  lungs  are  scattered  numerous  oc- 
‘ eluded  nodules.  They  vary  from  the  size  of  a pin’s 
‘ head  to  a pea,  or  larger  ; the  latter  are  of  irregular 
‘ outline.  They  are  very  tough  ; their  section  is  of  a 
‘ yellowish-grey  colour,  sprinkled  with  specks  of  a brick- 
‘ red,  and  to  a less  degree  with  black  spots.  While  some 
‘ of  these  nodules  appear  on  section  to  be  uniformly 
‘ solid,  others  have  in  their  centre  small  openings, 

‘ (in  the  larger  masses  there  may  be  several  such) 
‘ which  appear  to  be  the  lumina  of  the  finest  bronchial 
‘ ramifications,  though  their  connection  with  thelarger 
‘ bronchi  could  not  be  demonstrated.  The  apices  of 
‘ both  lungs  are  occupied  by  densely  crowded  nodules 
‘ of  this  nature,  and  in  the  left  also  there  is  a dense 
‘ black  fibroid  mass,  from  one-third  of  an  inch  to  an 
‘ inch  in  thickness,  in  which  only  a couple  of  red- 
‘ brick  points  can  be  seen.  No  recent  tubercle  could 
‘ be  found  in  the  pulmonary  tissue. 

‘ All  the  lobes,  except  the  right  middle  one,  con- 
‘ tain  large  and  small  irregular  loculated  cavities. 
‘ The  largest  of  these  occupies  the  upper  half  of  the 
‘ otherwise  somewhat  contracted  right  lower  lobe. 


‘ It  is  traversed  by  numerous  bands,  and  its  wall  is 
‘ tolerably  smooth  and  lined  by  a loose  yellowish- 
‘ grey  stratum,  covered  with  masses  of  detritus,  some 
‘ ofwhich  areof  a brick-red  colour.  Inboth  upper  lobes, 

‘ beneath  the  cicatricial  masses,  and  in  the  left  lower 
‘ lobe,  are  smaller  cavities,  var3’ing  in  size  from  a 
‘ hazel-nut  to  a cherry,  the  irregular  walls  of  which 
‘ are  covered  with  friable  masses,  some  of  a pale 
‘ yellowish-grey,  and  some  of  a brick-red  colour. 

‘ The  walls  of  the  larger  arteries  and  veins 
‘ within  the  pulmonary  tissue  are  always  uncoloured. 

‘ The  larger  bronchi,  though  containing  some  brick- 
‘ red  mucus  in  their  interior,  show  none  of  this  colour 
‘ in  their  inner  lining  or  in  the  thickness  of  their 
‘ walls.  On  the  otlier  hand,  in  the  smallest  bro)ichi 
‘ which  can  he  followed  by  the  scissors,  there  are 
‘ numerous  confluent  brick-red  spots  on  the  inner 
‘ surface,  which,  as  seen  on  perpendicular  section, 

‘ are  formed  by  a dense  granular  deposit  in  the 
‘ deeper  strata  of  the  tissue,  while  the  more  super- 
‘ ficial  layers  remain  uncoloured.  In  thickness  and 
‘ in  other  characters  no  deviation  from  the  normal  is 
‘ observable  in  the  walls  of  the  bronchi,  as  far  as 
‘ these  can  be  traced. 

‘ The  bronchial  glands  at  the  root  of  both  lungs 
‘ are  of  about  the  natural  size.  Their  centre  is 
‘ mostly  black,  while  their  periphery  is  of  an  in- 
‘ tense  brick-red.  Spots  of  this  colour  are  also  seen 
‘ scattered  in  the  blackened  parts. 

‘ The  chemical  examination  of  the  lung,  under- 
‘ taken  by  Prof.  Gorup-Besanez,  showed  that  the  red 
‘ colour  was  due  to  enormous  quantities  of  oxide  of 
‘ iron.  1000  parts  of  the  lung  contained  14'5  parts 
‘ of  oxide  of  iron  soluble  in  dilute  hydrochloric  acid. 

‘ A specimen  of  the  colouring  powder  in  which  the 
‘ patient  had  worked  proved  to  be  a finely  pulverised 
‘ oxide  of  iron  known  as‘  English  red.’  The  colour  of 
‘ this  powder  exactly  resembled  that  of  the  lung.  The 
‘ weight  of  the  right  lung  was  27  oz.  82  grains.  The 
‘ estimated  weight  of  the  two  lungs  was  52  oz.  392 
‘ grains.* 

‘ The  amount  of  oxide  of  iron  contained  in  the 
‘ two  lungs  was  estimated  therefore  at  from  323  to  338 
‘grains.  Tiie  specific  gravity  was  1065,  while  that  of 
‘ normal  lungs  is  from  1015  to  1025. 

‘ Microscopic  Examination  showed  that  the 
‘ colouring  matters  were  situated  partly  in  the  air- 
‘ passages,  bin  chiefly  in  the  pulmonary  tissue 
‘ itself. 

‘ The  turbid  fluid  from  the  section  of  the  alveoli 
‘ and  bronchioles  showed,  as  its  chief  constituent, 

‘ enormous  quantities  of  granular  cells  and  granular 
‘ masses,  of  inch  to  xthot  diameter,  the 

‘ smaller  ones  for  the  most  part  regularly  globular, 

‘ the  larger  irregularly  round,  ovoid,  &c.  The  granules 
‘ constituting  these  masses,  brick-red  by  reflected  and 
‘ of  a dull  brown  colour  by  transmitted  light,  v,  ere 
‘ recognised  as  oxide  of  iron,  and  gave  a distinct  pre- 
‘ cipitate  of  prussian  blue  when  treated  with  hydro- 
‘ chloric  acid  and  ferrooyanide  of  potassium.  The 
‘isolated  granules,  measuring inch  and  less, 

‘ had  a clear  centre  and  still  recognisable  colour. 

‘ (The  granules  of  the  pigment  used  by  the  patient  had 

* Weight  of  normal  lungs  collectively,  cpioted  by 
Zenker  from  Krause  and  Dieberg,  36  oz.  454  grains 
37  ozs.  325  grains. 

- For  numerous  details  on  these  points  I would  refer 
to  Zenker’s  paper. 
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‘ the  same  characteristics.)  The  contours  of  the 
‘ granule-cells  were  more  or  less  well-defined.  A 
‘ nucleus  could  not  be  recognised  in  the  majority, 

‘ but  some  showed  a round  or  oval  space  corre- 
‘ sponding  to  a nucleus.  The  cellular  nature  of  these 
‘ granule-cells  was  still  further  evidenced  by  the  not 
‘ very  numerous  small  nucleated,  irregular,  flat, 

‘ epithelial  cells  of  about  -g-aVcr  ii^ch  diameter,  which 
‘ contained  only  a few  iron  granules,  and  were  mani- 
‘ festly  the  source  of  the  granule-cells  ’ {see  XLIV. 

‘ 0).  ‘ Other  epithelial  cells  resembling  these,  and 

‘ some  ciliated  cells,  were  free  from  iron  granules. 

‘ Isolated  iron  granules  were  singularly  rare.  Diffuse 
‘ coloured  cells  and  black  granule-cells  were  not 
‘ present. 

‘ Sections,  made  from  the  lung  hardened  in  spirit, 

‘ and  brushed  out  in  water,  show  an  intense  brick- 
‘ red  colour.  They  are  traversed  by  straight,  broad, 

‘ red  lines  of  uneven  thickness,  the  lobular  septa, 

‘ which  intercommunicate  and  divide  the  lung  into 
‘ polygonal  areas,  having  from  four  to  six  angles, 

‘ an  appearance  best  seen  in  sections  made  parallel 
‘ to  the  surface.  Within  these  larger  spaces  the 
‘ normal  net’work  is  delicately  stretched.  Its  wider 
‘ trabecidfB  are  also  coloured  red,  and  at  their  points 
‘ of  intersection  are  markedly  thickened,  while  the 
‘ finest  bands  are  in  some  cases  free  from  colour. 

‘ Sections  made  vertically  to  the  pleura  show,  in 
‘ their  deepest  part,  a broad  space  of  tissue  of  a deep 
‘ red  colour,  which  passes  directly  into  the  similarly 
‘ stained  interstitial  tissue  of  the  lung,  while  exter- 
‘ nally  it  merges  by  an  ill-defined  border  into  the 
‘ outer  uncoloured  pleirral  layer.  Microscopic  inves- 
‘ tigation  shows  that  the  colour  of  the  tissue  is  due 
to  more  or  less  dense  infiltration  into  it  of  granules, 

‘ which,  in  size  and  other  qualities,  precisely  cor- 
‘ respond  to  the  iron  granules  already  described  as 
‘ found  in  the  granule-cells  of  the  air-passages  ’ (see 
‘ XLIV.  8).  ‘ They  are  most  dense  in  the  lobular  and 
‘ infundibular  septa,  where  they  accumulate  in  com- 
‘ pact  opaque  masses,  which  conceal  all  the  other 
‘ elements  of  the  tissue.  These  septa  form  greatly 
‘ thickened  bands,  which  at  their  intersections  con- 
‘ stitute  uneven  opaque  masses,  sometimes  larger  than 
‘ one  or  more  sections  of  the  alveoli.  Where  the 
‘ deposit  is  less  thick,  the  iron  granules  are  imbedded 
‘ in  the  tissue  in  little  round  or  elongated  masses, 
‘looking  as  if  enclosed  in  cells,  and  this  impression 
‘ is  confirmed  by  the  appearance  in  them  of  small 
‘ spaces  corresponding  to  a nucleus  in  position.  In 
‘ the  pleura,  and  also  in  the  fibroid  nodules,  these 
‘ accumulations  of  granulations  are  very  commonly 
‘ spindle-shaped. 

‘ The  alveolar  septa  are  also  in  part  thickly  per- 
‘ meated  with  granules  of  iron.  They  then  form 
‘ thick  and  shapeless  bands,  by  which  the  cavities 
‘ of  the  alveoli  are  narrowed  and  their  structure 
‘ concealed,  and  in  which  the  iron  infiltration  extends 
‘ to  the  edge  of  the  alveolus.  In  other  places,  only 
‘ scattered  isolated  iron  granules  are  sprinkled  in  the 
‘ otherwise  unchanged  tissue  of  the  alveolar  septa,  and 
‘ other  j)arts  again  are  entirely  free  from  them.  Es- 
‘ pecially,  the  innermost  stratum  of  the  alveolar 
‘ wall,  except  in  the  before-mentioned  densely  in- 
‘ filtrated  parts,  is  almost  entirely  free  from  granules, 
‘ and  so  also  are  the  capillary  loops,  where  these 
‘ are  visible.  No  epithelium  was  present  in  situ. 
‘ Here  and  there  were  seen  irregular  spots  of  black 
‘ pigment  of  variable  size  in  the  midst  of  the  red  dis- 


‘ colouration,  but  it  was  small  in  amount  in  propor- 
‘ tion  to  the  age  of  the  patient. 

‘ The  adventitia  of  the  fine  bronchi  shows  for  the 
‘ most  part  a dense  opaque  iron  infiltration,  from 
‘ which  the  remainder  of  the  wall  is  entirely  free  ; 

‘ only  in  the  finest  branches  which  can  be  followed 
‘ by  the  scissors  does  the  iron  infiltration  extend  into 
‘ the  deeper  layers  of  the  mucous  membrane,  and 
‘ here  under  the  membrane  were  granules  with 
‘ radiating  striae  and  blue  colour  (manifestly  phos- 
‘ phate  of  iron — vivianite),  of  which  it  is  unknown 
‘ whether  they  were  present  in  the  fresh  specimen. 

‘ Granular  appearances  of  this  kind  were  found  in 
‘ other  preparations. 

‘ The  cicatricial  nodules  of  the  lung-tissue  had 
‘ throughout  the  structure  of  hard,  tough,  connective 
‘ tissue,  which,  after  acetic  acid,  was  seen  to  be  com- 
‘ posed  of  very  small  spindle-shaped  elements,  many 
‘ of  which  contained  distinct  nuclei.  Some 
‘ through  considerable  areas  showed  fine  uncoloured 
‘ granules  (fat),  and  others,  which  corresponded  to  the 
‘ red  specks  on  the  surface,  contained  iron  granules. 

‘ Here  and  there,  in  a long  streak  in  the  middle  of 
‘ such  a granule,  was  seen  the  still  unchanged  wall 
‘ of  an  apparently  obliterated  vessel.  The  small 
‘ openings,  seen  by  the  naked  eye,  had  an  irregular 
‘ shape  and  no  special  layer  of  limitation,  the  con- 
‘ nective  tissue  reaching  to  the  edge  of  the  opening. 

‘ They  cannot,  therefore,  be  shown,  by  microscopic 
‘ examination,  to  be  sections  of  bronchi.’ 

CASE 

Pulmonary  Induration  in  Heart  Disease. 
Plates  XXII.  figs.  3 and  4 ; XLIV.  figs.  10  and  11. 

Summary. — ilf.  10.  Cough  and  dyspnoea  com- 
menced after  a chill  a year  before  death ; suhse- 
guently  some  hcemoptysis  occurred.  A month  before 
death,  there  ivere  systolic  and  diastolic  murmurs,  the 
latter  loudest  at  the  ap>ex,  and  signs  of  pleurisy  and 
of  imperfect  consolidation  in  the  left  lung  ; moderate 
p>yrexia. — Constriction  of  7nitral  and  aortic  orifices. 
Both  lungs  contained  mimerous  spots  of  brown  con- 
solidation, and  m the  left  lung  7ninute  red  mottled 
spots  ivere  seen.  The  loiver  part  of  the  left  lung  was 
collapsed. 

William  Thomas,  letat.  10,  admitted  University 
College  Hospital  December  19,  1864,  died  January 
27,  1865. 

Family  History  presents  nothing  remarkable. 

Personal  History.— K-as  had  measles,  whooping- 
cough,  and  small-pox. 

Present  Illness  commenced  with  a cough  twelve 
months  ago,  caused  by  being  twice  thrown  into 
water  by  other  boys  and  being  kept  all  day  in  wet 
clothes  ; the  cough  has  continued  up  to  present  time, 
attended  with  expectoration.  He  had  some  Inemopty- 
sis  fourteen  days  ago,  amount  uncertain,  chiefly  mixed 
with  sputa,  bright  in  colour,  but  some  clots  were 
also  present.  Has  suffered  from  dyspnoea  through- 
out illness.  Has  had  pains  in  joints  shortly  before 
admission.  Palpitation  felt  during  last  three  weeks. 

State  on  Admission.— Fmsici&tion  ; pallor ; no 
lividity.  Cough  frequent,  with  scanty,  glairy  expec- 
toration. Dyspnoea  on  slightest  exertion.  Eesp.  54  ; 
pulse,  132.  Some  bulging  in  priecordial  region 
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Heart’s  apex  in  5th  interspace,  two  finger-breadths 
outside  vertical  nipple  line,  but  extends  to  6th  rib 
and  7th  interspace,  and  also  to  right  edge  of  sternum. 
Dulness  extends  inferiorly  to  upper  border  of  third 
rib.  Coarse  cardiac  friction  heard  over  base  of 
heart.  At  apex  is  a loud  systolic  murmur,  heard 
also  over’  greater  part  of  cardiac  region.  A diastolic 
murmur  is  likewise  heard,  having  its  maximum  at 
left  apex,  but  also  audible  with  great  intensity  over 
the  whole  cardiac  region. 

Over  the  right  lung  there  is  a good  resonance  in 
front  to  the  6th  rib  in  mammary  region,  and  8th  rih 
in  axilla.  At  back,  good  resonance  throughout. 
Respiration,  right  side,  healthy  throughout  front,  but 
exaggerated.  Some  sibilant  rales  heard  in  upper 
scapular  region,  and  moist  rales  in  lower  third  of 
right  back.  On  the  left  side,  there  is  tubular  per- 
cussion-note under  clavicle  ; absolute  dulness  below 
3rd  rib  ; whole  axilla  dull.  Upper  scapular  region 
hyperresonant,  almost  tympanitic.  Base  posteriorly 
absolutely  dull  below  middle  third  of  scapula.  Under 
j left  clavicle,  respiration  is  harsh,  with  sibilant  rales  ; 

I it  is  almost  inaudible  below  the  4th  rib,  where  there 
; is  coarse  friction.  In  left  upper  back,  respiration  harsh 
with  sibilant  rales.  It  becomes  tubular  in  middle 
third  of  scapula,  with  coarse  moist  rales.  High- 
pitched  bronchophony  to  extreme  base  on  this  side. 
Vocal  fremitus  suppressed  below  angle  of  scapula. 
Right  side  measures  11|  inches,  left  12  inches,  at 
' level  of  nipple.  Left  side  tender.  Tongue  furred. 
No  nausea  : no  diarrhoea ; bowels  regular.  Urine,  no 
albumen. 

The  dulness  in  the  left  Ijack  diminished  some- 
' what  in  area,  but  tubular  breathing  and  coarse  rales 
persisted  at  the  left  base.  Some  coarse  and  fine  rales 
became  inore  distinct  at  right  base  posteriorly.  He 
was  febrile,  with  a temperature  varying  from  100°  to 
102°,  the  evening  temperatures  being  almost  con- 
stantly higher  than  those  of  the  morning.  (The 
temperature  was  not  taken  regularly. ) He  improved 
' for  a time,  but  in  January  he  caught  a fresh  chill. 
The  dilatation  of  the  heart  increased,  ascites  set  in, 
and  he  died  on  January  27. 

PosT-MOETEM. — Left  luiig  Universally  adherent, 
right  lung  only  by  loose  adhesions  at  base.  Peri- 
cardium universally  adherent. 

I Heart. — Right  side  of  heart  dilated,  both  auricle 

1 and  ventricle  ; walls  thicker  than  natural,  klitral 
orifice  contracted  ; barely  admits  tips  of  two  fingers. 
Left  auricle  greatly  dilated.  Mitral  valve  contracted  ; 
Haps  roughened,  thickened,  and  puckered  ; chorda3 
tendinte  much  shortened.  On  flaps  of  valve  are 
semi-transparent  granulations,  and  at  base  of  some 
prominent  granulations  is  a punctiform  vascularity. 
Aortic  orifice  admits  tip  of  little  finger ; valves 
somewhat  too  opaque,  but  otherwise  healthy.  Left 
ventricle,  walls  greatly  thickened  ; muscular  tissue 
shows  in  places  mottling  of  fatty  degeneration  (fibres 
I found  under  microscope  to  contain  fat-granules). 

Lungs. — Left  base  covered  by  recent  lymph. 
Upper  lobe  ocdematous.  Lower  lobe  collapsed 
and  solid,  very  tough  ; fracture  less  granular  than 
■ that  of  pneumonia.  Upper  third  of  this  lobe  is  of 
j dull  purple  tint,  carnified,  tough  ; lower  two-thirds 
are  brighter  in  colour,  solid,  resisting,  and  yet  break- 
ing down  under  pressure.  The  tissue  presents  a 
peculiar  appearance  of  a bright-red  ground,  mottled 
with  slightly  prominent  specks  of  reddish-white. 


which  are  very  thickly  scattered  over  the  whole  of 
this  part  of  the  lung.  The  specks  are  from  a pin’s 
point  to  a piir’s  head  in  size,  the  intervening  spaces 
being  only  about  to  ^ of  a line  in  diameter  {see 
XXII.  4).  Scattered  through  the  upper  lobe,  and 
also  through  the  whole  of  the  right  lung,  are  a 
number  of  spots  of  about  ^ inch  in  diameter,  where 
the  pulmonary  tissue  is  indurated  but  still  contains 
air.  They  are  of  a dull  red  colour,  with  tolerably 
sharply  defined  outlines,  and  have  no  resemblance 
whatever  to  the  ordinary  haemorrhagic  infarct.  ( There 
is  also  no  resemblance  to  this  in  the  base  of  the  left 
lung,  before  described.)  Besides  these  spots,  which 
have  well-marked  characters,  smaller  ones,  blending 
more  with  the  pulmonary  tissue,  and  probably  pre- 
senting an  earlier  stage  of  the  foregoing,  are  scattered 
thickly  over  the  surface  of  the  lung.  With  these  ex- 
ceptions, the  general  colour  of  the  pulmonary  tissue 
in  the  right  lung  is  of  a greyish  tint,  and  it  is  not  much 
pigmented  (see  XXII.  3).  At  the  lower  margin  of 
the  middle  lobe  of  this  lung  is  a spot  of  about  two 
inches  in  diameter,  corresponding  in  characters  with 
the  dense,  indurated  part  in  the  other  lung. 

Liver. — Marked  nutmeg  character.  Kidneys  in- 
durated. 

The  Miceoscopic  Appeaeances  in  these  lungs 
are  shown  in  XLIV.  figs.  10  and  11. 

The  walls  of  the  alveoli  are  thickened  with  fibroid 
tissue,  but  differ  from  the  thickenings  of  phthisis  in 
the  absence  of  small-celled  growth,  and  in  the  more 
finely  fibroid  character  of  this  thickening.  In  the 
walls,  the  capillaries  are  seen  to  be  distended,  and 
their  walls  are  much  thickened.  The  walls  of  the 
alveoli  also  contain  pigmented  nuclei  (XLIV.  10,  b). 
Within  the  alveoli  are  large  and  pigmented  epithelial 
cells.  Some  of  them  are  still  deeply  coloured  with 
blood-pigment ; in  others  this  has  become  black  and 
has  assumed  the  form  of  granules,  and  occasionally 
of  crystals. 

In  some  places,  great  thickening  of  the  arterial 
coats  with  fibroid  tissue  is  observed.  Similar  thicken- 
ing occurs  around  the  veins,  and  in  some  places  this 
thickening,  instead  of  being  fibrillated,  is  homogene- 
ous, giving  the  coats  a semi-cartilaginous  appearance. 


CASE  U. 

Emphysema  op  Lung. 


Plate  XXI.  fig.  1. 


From 


drawing  by  Sir  Robert  Carswell  ; 


University  College  Museum.  Catalogue 


Hb 
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‘ Pulmonary  Emphysema.  Fibro-cartilaginous 
‘ cyst  containing  cretaceous  maJter. 

‘ Figs.  1 and  2 ’ (only  fig.  2 here  given,  at  XXII.  1) 

‘ represent  the  summits  of  both  lungs  taken  from  a 
‘ man  who  died  Rom  inflammation  and  suppuration 
‘ of  the  prostate  gland  and  kidneys. 

‘ The  left  summit  presented  a great  number  of 
‘ emphysematous  vesicles  varying  from  the  size  of  a 
‘ pea  to  that  of  a hen’s  egg  ; only  one  of  them  was  of 
‘ the  latter  size.  It  was  pediculated,  and  presented 
‘ numerous  swellings,  as  if  it  had  at  one  time  been 
‘ formed  of  many  dilated  cells,  the  sides  of  which  had 
‘ been  ruptured,  and  a communication  formed  be- 
‘ tween  them,  by  which  one  common  cell-vesicle  was 
‘ ultimately  formed.  This  progress  may  be  seen  in 
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‘ the  smaller  groui^s  of  dilated  cells  which  occupy  the 
‘ summit.  Their  multilocular  structure  is  apparent,’ 
‘ and  it  is  probable  that  each  group  was  formed  of 
‘ dilated  cells  not  yet  ruptured,  although  I did  not 
‘ ascertain  this  point,  as  the  pieces  were  put  in  spirits. 
‘ The  large  vesicle  was  very  vascular ; numerous  large 
‘ vessels  could  be  seen  ramifying  upon  its  surface, 
• both  veins  and  arteries,  these  having  acquired  a 
‘ magnitude  proportioned  to  the  dilatation  of  the  air- 
‘ cells.  In  the  other  portions  of  the  lungs,  a similar 
‘ state  existed,  but  less  in  degree.  The  lungs  were 
‘ gorged  with  serosity,  contained  a quantity  of  black 
‘ pulmonary  matter,  and  here  and  there  small  C[uan- 
‘ titles  of  cretaceous  or  earthy  matter  in  both  lobes. 
‘ Some  of  these  were  surrounded  by  fibro-cartilaginous 
‘ substance,  of  considerable  consistence.  One  of 
‘ these  was  about  half-an-inch  in  diameter,  nearly 
‘ round,  formed  of  three  substances  : the  outer,  fibro- 
‘ cartilaginous,  of  a greyish-yellow  colour  and  nearly 
‘ the  one-eighth  of  an  inch  in  thickness  ; a central  por- 
‘ tion  of  about  the  size  of  a pea,  of  a firm  cretaceous 
‘ substance  of  a greyish  colour ; and  a middle  coat, 

‘ nearly  of  the  same  colour  as  the  outer,  but  less 
‘ dense  and  fibrous. 

‘ In  one  of  two  points  there  were  bodies  which 
‘ resembled  crude  tubercles,  and  also  pneumonic 
‘ portions  about  the  size  of  a common  pea  or  larger, 

‘ some  of  which  contained  small  collections  of  pus.’ 

It  is  apparent,  from  Sir  K.  Carswell’s  account, 
that  this  was  a case  of  atrophous  emphysema  in  an 
elderly  person,  occurring  subsequently  to  retrograded 
phthisis. 

CASE  J^5. 

Secondary  Cancer  op  the  Lung. 

Plates  XXII.  fig.  5 ; XLV.  1,  2,  and  3. 

Eef. — Cancer,  p.  135. 

Summary. — F.  2S.  Increasing  enlargement  of 
abdomen,  commencing  seven  months  before  death  : 
oedema  of  forearms  set  in  tivo  months  after  onset, 
accompanied  by  distension  of  veins.  Three  months 
before  death,  ascites  iv as  found,  and  a large  lobulated 
tumour  occujned  the  greater  part  of  the  abdomen. 
The  right  side  of  the  chest  tvas  dtill  almost  through- 
out, with  absence  of  breath-sound,  but  ivith  some 
friction.  Subsequently  all  the  symptoms  increased, 
slight  hcemopty sis  occurred,  dyspnoea  became  extreme, 
and  the  p)ulse  irregular  and  rapid. — The  abdominal 
tumour  teas  found  to  g^roceed  from  the  left  ovary  : 
a solid  groivth  in  the  mediastinum  projected  into  the 
right  auricle  cmd  had  extended  into  the  lung,  ivhich 
xvas  collapsed,  and  p>resented  cancerous  growth  in  the 
sheaths  of  the  vessels. 

Harriet  Parsons,  jetat.  28,  admitted  University 
College  Hospital  under  Sir  William  Jenner,  March 
30,  died  July  1,  1869. 

Family  History. — Father  and  mother  both  living, 
aged  respectively  69  and  67  years.  One  brother  died 
of  hydrocephalus,  three  brothers  living. 

Personal  History. — Unmarried  ; a dressmaker  ; 
has  always  enjoyed  good  health.  Menstruation  regu- 
lar up  to  date  of  present  illness. 

Present  Illness. — Fourteen  months  ago  took  cold, 
and  had  a cough  and  some  pain  in  right  shoulder. 
The  cough  lasted  until  last  October.  Last  December 


she  noticed  swelling  in  the  abdomen,  accompanied 
with  slight  pain  in  the  right  flank.  The  menstrua- 
tion has  not  returned  since,  and  the  abdominal 
swelling  has  increased  up  to  the  present  time.  Six  weeks 
ago,  swelling  -was  observed  in  the  right  forearm ; 
it  only  lasted  a few  days,  and  has  not  returned.  A few 
days  later  swelhng  appeared  in  the  left  forearm,  and 
this  has  continued  up  to  the  present  time.  There  has 
been  no  swelling  of  the  legs. 

State  on  Admission. — Patient  very  thin  ; some 
lividity  of  face,  lips,  and  tongue.  Enlargement  of 
veins,  and  oedema,  in  both  forearms.  No  oedema  of 
legs.  Some  varicose  veins  and  some  oedema  on  right 
side  of  thorax.  Abdomen  distended ; cutaneous 
veins  much  enlarged.  Umbilicus  everted.  Fluctua- 
tion in  abdomen  from  much  fluid.  In  addition,  a 
nodulated  tumour  can  be  felt  in  the  abdomen,  ex- 
tending from  three  fingers’  breadth  below  the  ensi- 
form  cartilage  nearly  to  pubes  ; it  does  not  move 
with  respiration.  Has  some  dyspnoea,  and  this  is 
increased  by  exertion  ; little  cough. 

Dulness  over  whole  of  right  side,  extending  supe- 
riorly to  three  fingers’  breadth  to  the  left  of  the  sternum. 
Eight  back,  absolutely  dull  below  to  within  two 
fingers’  breadth  of  spine  of  scapula  ; imperfect  reso- 
nance thence  to  apex.  Eespiration  almost  inaudible 
on  right  side,  except  near  spine,  but  a sonorous 
rhonchus  and  creaking  friction  are  present  front  and 
back.  Vocal  fremitus  abolished  on  right  side,  back 
and  fi’ont,  with  bronchial  breathing  over  the  sternum. 
Exaggerated  breathing  on  left  side.  Heart’s  apex 
three-quarters  of  an  inch  outside  nipple.  Soimds 
normal. 

Has  some  pain  in  abdomen ; bowels  regular. 
Urine  free  from  albumen. 

In  the  further  progress  of  the  case,  some  tempo- 
rary dysphagia  for  solids  occurred,  but  it  was  not 
marked  and  was  only  of  short  duration.  Haemoptysis, 
slight  in  degree,  also  occurred  on  one  occasion. 
Glairy  tenacious  sputa  followed,  and  rusty  sputa  were 
observed  later.  Some  pain  was  felt  fi’om  time  to 
time  in  the  right  shoulder.  The  nodulated  masses 
in  the  abdomen  increased  in  size  and  distinctness,  as 
did  also  the  ascites  and  the  distension  of  the  veins  of 
the  thorax  and  abdomen.  The  legs  became  oedema- 
tous.  Dyspnoea  became  extreme  and  paroxysmal,  and 
the  pulse  irregular  and  rapid.  The  patient  died  on 
July  1.  The  temperature  was  normal  throughout. 

Post-mortem. — A great  quantity  of  clear  serosity 
in  peritoneum.  A large  nodulated  tumour  occupies  a 
large  part  of  the  abdominal  cavity.  Some  of  the  nodules 
are  pedunculated  ; a large  cyst  occupies  its  upper  part. 
The  tumour  is  evidently  of  the  left  ovary,  and  is 
attached  throughout  the  whole  length  of  the  broad 
ligament.  The  right  ovary  is  converted  into  a mass 
of  cysts,  forming  a tumour,  6 in.  x 4 in.  The  whole 
mediastinum  is  filled  by  a solid  growth.  The  greater 
p>art  of  the  right  hmg  is  adherent ; where  non- 
adherent, the  pleural  cavity  is  occupied  by  a clear 
fluid.  The  mass  in  the  mediastimnu  projects  into 
the  pericardium,  and  compresses  both  the  superior 
and  inferior  veme  cavie,  and  also  the  aorta  and  pul- 
monary artery.  The  right  branch  of  the  pulmonary 
artery,  and  the  pulmonary  veins  on  the  right  side, 
are  almost  completely  occluded  ; those  on  the  left 
are  free.  A mass  of  growth  projects  into  the  right 
auricle,  occupying  nearly  the  whole  of  its  cavity. 

A cancerous  mass  extends  into  the  middle  lobe  of 
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the  right  lung.  The  bronchi  at  the  root  of  this  lung 
are  greatly  narrowed  ; beyond  this  they  are  dilated. 
The  lung  is  almost  entirely  collapsed,  but  some  air 
is  present  in  the  upper  lobe.  The  vessels  of  this  lung 
present  a very  peculiar  appearance  {see  XXIII.  5). 
They  are  thickened,  rigid,  and  white  on  section, 
standing  out  prominently  from  the  cut  surface  of  the 
lung,  so  as  at  first  to  be  mistaken  for  thickened 
bronchial  tubes.  The  tissue  of  their  walls  resembles 
that  of  the  mediastinal  tumour.  Both  kidneys  are 
filled  with  cysts. 

My  attention  was  not  called  to  the  state  of  the 
ovaries,  and  I received  the  portion  of  lung  containing 
the  thickened  vessels  from  Sir  W.  Jenner’s  Assistant. 

The  Microscopic  Ex.iMiNATiON  relates  only  to 
this  portion  of  the  lung. 

Although  to  the  naked  eye  the  change  in  this 
part  was  apparently  confined  to  the  vessels,  as  seen 
in  the  figure,  yet  in  many  places,  under  the  micro- 
scope, there  was  seen  to  be  a diffuse  infiltration  of 
the  pulmonary  tissue  with  cancer-cells,  accumulated 
in,  and  thickening  the  alveolar  walls,  like  XLI.  4. 
In  other  places  the  growth  forms  nodular  masses 
presenting  the  appearance  of  an  acinose  or  lobular 
origin.  The  alveoli  in  many  parts  show  an  epithelial 
proliferation  of  a pneumonic  type,  and  these  tracts 
are  mingled  with  nodular  masses  of  cancerous  growth. 
The  growth  in  the  alveolar  walls  appears  to  take 
place  from  the  nuclei  of  the  capillaries,  in  the  same 
manner  as  that  shown  in  XLV.  5. 

The  most  characteristic  appearance  is,  however, 
the  infiltration  of  the  sheaths  of  the  vessels.  It 
affects  equally  those  of  large  and  small  size,  and 
when  an  artery  and  bronchus  are  seen  side  by  side, 
the  former  shows  considerable  infiltration  of  its 
sheath,  while  the  latter  is  scarcely  implicated.  In 
some  places,  however,  the  bronchial  walls  present  a 
uniform  infiltration,  similar  to  that  of  the  arteries. 
In  some  of  the  larger  vessels  the  growth  is  seen  to 
proceed  in  nodular  masses  in  the  sheath,  as  shown  in 
XLV.  S,  and  groups  of  these  may  be  seen  surrounding 
the  vessel. 

The  more  common  appearance  is  that  seen  in 
XLV.  1 and  2,  where  the  whole  of  the  outer  and 
middle  coat  of  the  artery  is  the  seat  of  the  infiltra- 
tion, which  extends  to  the  surrounding  pulmonary 
tissue,  while  the  intima  is  unaffected.  In  other 
places,  however,  the  whole  thickness  of  the  vessel  is 
penetrated,  and  its  tube  narrowed  or  obliterated  by  a 
mass  of  cancer. 

CASE  JiB. 

Cancerous  Infiltration  op  Lung. 

Plates  XXII.  fig.  0 ; and  XLV.  figs.  4,  5,  and  6. 

This  lung  was  handed  to  me  by  one  of  the  house- 
surgeons  in  1800,  as  a cancerous  infiltration  of  the 
lung  in  a child.  I placed  some  specimens  in  chromic 
acid  and  gave  the  preparation  to  Mr.  Tuson  to  be 
drawn.  I have  been  unable  to  identify  the  prepara- 
I tion  at  a later  date,  but  as  it  illustrates  in  an  inte- 
resting manner  some  of  the  varieties  of  cancerous 
. infiltration,  I have  retained  it  in  spite  of  this  imper- 
fect history. 

The  appearance  presented  by  the  lung  is  faithfully 
depicted  by  Mr.  Tuson.  It  was  solid,  and  the  cut 
surface  was  in  parts  nearly  uniform,  with  a greyish 


but  vascular  infiltration.  The  predominant  charac- 
teristic, however,  was  a lobular  infiltration  closely 
resembling  that  seen  in  a broncho-pneumonia  [see 
XXII.  6).  The  nodules  were  but  slightly  prominent, 
and  were  soft.  They  merged  insensibly  into  the 
surrounding  pulmonary  tissue,  which  was  very  vas- 
cular and  softened,  ancl  they  broke  down  easily  under 
pressure. 

Microscopic  Examination  showed  tracts  of 
pneumonic  infiltration,  attended  with  considerable 
proliferation  of  the  pulmonary  epithelium.  This,  in 
sections  perpendicular  to  the  pleura  and  to  the  inter- 
lobular septa,  could  be  well  seen,  assuming  the  acinose 
or  infundibular  form.  The  most  characteristic  ap- 
pearance was,  however,  the  infiltration  of  the  alveolar 
walls  with  round  and  fusiform  cells,  as  seen  in  XLV. 
4.  This  extended  over  large  areas,  and  in  some  places 
produced  tracts  which,  when  examined  with  a low 
power,  presented  appearances  precisely  resembling 
the  tubercular  infiltration  of  the  alveolar  walls  seen 
in  XXVIII.  10  {Policy)  and  XXXVIII.  1 {Henshaw). 
When,  however,  these  tracts  were  examined  with  a 
higher  power,  the  growth  by  which  the  walls  are  thus 
thickened  is  seen  to  consist  of  larger  cells  than  the 
tubercular  infiltration,  and  they  are  also  more  fusi- 
form in  type,  but  they  tend,  by  multiplication,  to 
form  dense  small-celled  accumulations,  which  in  parts 
are  almost  indistinguishable  from  the  similar  growths 
in  the  alveolar  walls  seen  in  tubercular  infiltrations. 
Masses  also  form  around  the  bronchi  in  a manner 
similar  to  that  described  as  occurring  in  the  arterial 
sheaths  in  the  case  of  Parsons  (p.  224).  In  one  in- 
stance the  growth  was  seen  proceeding  in  the  sub- 
mucous tissue,  forming  rounded  masses  in  the  in- 
terior of  the  bronchus,  the  epithelium  of  which  was 
preserved  intact  on  the  surface  of  the  masses. 


CASE  47. 

Secondary  Cancer  op  Lung.  (Columnar 
Epithelioma.) 

Plates  XXIV.  figs.  3,  4 ; XLV.  figs.  8-12. 

lief. — Cancer,  p.  137. 

Summary. — F.  50.  Vomiting  and  discomfort, 
after  food  during  thirteen  months  before  death ; 
transient  slight  jaundice  ; pain  in  epigastric  region 
and  behind,  sternum.  Six  tveeks  before  death,  a large 
nodular  tumour  could  be  felt  in  the  epigastric  and 
umbilical  regions,  with  smaller  nodules  extending  as 
far  as  the  right  iliac  bone. — This  was  found  to  be  a 
large  cancerous  growth  in  the  liver,  apparentlii  second  - 
ary  to  cancer  of  the  pylorus.  There  was  ulceration 
of  the  ptjlorus  and  the  duodenum.  Numerous  hard 
nodules  were  found  in  the  liver  and  lung,  some  in 
the  latter  being  very  small,  a.nd  growing  around  the 
vessels.  The  structure  of  growths  everywhere  was 
that  of  columnar  epithelioma. 

Phcebe  Leather,  a?tat.  50,  admitted  University 
College  Hospital  Eebruary  G,  died  March  22,  1870. 

Family  History. — Father  and  two  brothers  died 
of  phthisis.  Mother  living  astat.  82. 

Personal  IHstory. — Is  married  and  has  four 
children,  all  living  ami  healthy  ; has  had  four  mis- 
carriages. lias  been  liable  to  occasional  slight  at- 
tacks of  diarrhoea  since  18GG,  and  occasionally  has 
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observed  blood  in  her  stools.  Has  been  subject  to 
cough  since  childhood.  Catamenia  ceased  three 
years  ago. 

Present  Illmss  began  in  February  1869,  when 
she  had  vomiting  after  eating.  Lately  the  at- 
tacks have  occurred  at  irregular  times,  but  chiefly 
at  night  and  in  the  morning.  The  vomiting  is 
preceded  by  a sense  of  fulness  and  discomfort  rather 
than  pain,  and  this  is  removed  by  the  sickness. 
Vomited  matters  at  first  consisted  of  food  and  of 
watery  or  yellow  fluids.  Lately  they  have  been  oc- 
casionally brown,  with  small  soft  masses  described  by 
patient  as  resembling  liver.  Pain  has  also  been  felt 
between  the  shoulders,  sometimes  severe  and  of  an 
aching  character  ; she  has  rarely  had  much  pain 
in  the  epigastric  or  hypochondriac  regions,  but  at 
times  food  has  caused  very  intense  epigastric  pain. 
Jaundice  has  occurred  several  times  within  the  past 
twelve  months,  but  on  each  occasion  it  has  only  lasted 
a few  days.  The  bowels  have  been  costive  during  the 
past  twelve  months. 

State  on  Admission. — Earthy  tint  of  skin  ; aspect 
that  of  suffering  ; considerable  ansemia ; much  pig- 
ment round  orbits.  Continuous  post-sternal  pain, 
aggravated  by  food  and  not  relieved  by  the  vomiting, 
which  is  frequent.  Matter  ejected  consists  of  food, 
with  a thick  scum  containing  sarcime.  Great  ten- 
derness in  right  hypochondrium.  There  is  a large 
nodulated  mass,  extending  from  ensiform  cartilage  to 
below  the  umbilicus,  and  into  the  right  hypochon- 
drium, and  two  separate  masses  are  felt  below  this. 
There  is  also  a chain  of  nodules  extending  from  um- 
bilicus to  crest  of  right  iliac  bone.  Nothing  abnormal 
observed  in  chest.  Urine  free  from  albumen.  The 
temperature  was  normal  until  death. 

PosT-MOKTEM. — The  nodulated  mass  felt  during 
life  was  found  to  be  a large  cancerous  tumour  of  the 
liver. 

Stomach. — The  pylorus  was  thickened  by  an 
indurated  mass  of  cancer,  which  reached  across  to 
umbilicus.  There  was  extensive  ulceration  of  the 
mucous  membrane  of  the  pyloric  region  of  the 
stomach,  the  pylorus  being  constricted  by  nodules 
projecting  externally.  The  ring  was  softened  by 
ulceration,  which  extended  to  the  front  part  of  the 
duodenum.  Masses  of  glands  in  front  and  behind  the 
stomach  were  also  enlarged  with  cancer. 

The  Liver  presented  throughout  masses  of  the 
size  of  a small  orange,  of  typical  scirrhous  hardness, 
white  in  colour,  breaking  when  cut,  and  yielding  a 
creamy  juice  on  pressure.  The  gall-bladder  contained 
an  impacted  calculus.  Both  supra-renal  capsules  can- 
cerous. A nodule  of  cancer  in  the  visceral  pericardium 
at  junction  of  aorta  with  left  ventricle. 

Intestines,  Uterus,  andi  Ovaries  h.e&\ih.y.  Kidneys 
contained  cysts. 

The  Lungs  contained  numerous  indurated 
nodules,  presenting  typical  character  of  scirrhus. 
They  rarely  exceeded  a filbert  in  size  ; many  of  the 
smaller  ones  appeared  to  be  situated  in  the  peri- 
vascular sheaths ; some,  which  w’ere  as  small  as 
miliary  tubercles,  were  in  scattered  patches.  The 
larger  masses  under  the  pleura  were  markedly 
umbilicated,  and  dilated  lymphatics  could  be  seen 
proceeding  between  them,  filled  with  a soft  cheesy 
matter  (XXIV.  4,  h c).  Some  of  the  larger  masses 
had,  in  their  centre,  spots  of  softening. 

Bronchial  Gkmds  (XXV.  3),  greatly  enlarged  and 


pigmented,  presented  softened  spots  like  cheesy 
tubercles  {a  a),  but  whiter  and  firmer. 

Mickoscopic  Examination. — The  nodules  in  the 
lungs  present  a remarkable  appearance  of  villous 
cancer  of  the  glandular  type,  resembling  very  closely 
the  structure  of  a glandular  sarcoma  of  the  ovary.  In 
the  earlier  stages,  tracts  of  lung  may  be  found  with 
the  alveoli  filled  with  cells,  gradually  changing  from 
the  epithelial  type  to  large  round  nucleated  cells, 
which  fill  the  alveoli  (XLV.  10,  aa).  These  enlarge, 
and  acquire  the  appearance  of  the  large  cells  found  in 
ordinary  encephaloid  growths  {see  fig.  10,  b d),  and 
they  sometimes  present  masses  bearing  some  resem- 
blance to  the  nests  of  an  epithelioma  {see  fig.  10,/j. 
In  other  places,  at  the  margins  of  the  alveoli,  the  cells 
are  seen  to  be  gradually  assuming  a columnar  aspect 
(fig.  10,  e,  and  fig.  12).  Partial  infiltration  of  the 
walls  of  the  alveoli  may  also  he  seen  (fig.  10,  gg). 

The  more  advanced  stage  of  the  process,  by  which 
the  greater  part  of  these  nodules  is  constituted,  con- 
sists in  the  alveoli  being  entirely  filled  with  a villous 
structure,  as  seen  in  XLV.  8,  9,  11.  The  outlines  of 
the  alveoli  are  well  maintained,  and  in  some  parts 
the  terminal  infundibula  are  most  accurately  mapped 
out,  but  they  are  entirely  filled  by  the  masses  of  new 
growth,  which  according  to  the  manner  in  which 
their  outlines  are  regarded,  might  be  taken  either  for 
glandular  or  villous  (see  fig.  11),  but  when  looked  at 
en  masse  appears  to  belong  rather  to  the  type  of  the 
latter  than  of  the  former.  The  epithelium  is  columnar, 
and  each  villus  consists  of  a prolongation  of  delicate 
areolar  tissue  carrying  blood-vessels.  In  some 
places  a similar  growth  may  be  seen  in  the  lymphatics 
(fig.  8,  e).  The  growth  also  extends  into  the 
bronchioles  (fig.  9),  in  which  it  manifestly  proceeds 
from  the  walls,  while  their  centre  is  occupied  by  such 
cells  partially  disintegrated  (fig.  9,  b). 

The  bronchial  lymphatics  show^ed  changes  so 
exactly  corresponding  to  those  of  the  lung  as  to  be 
indistinguishable  from  them,  reproducing  precisely 
the  villous  growth  seen  in  the  latter. 

I much  regret  that  I omitted  to  preserve  portions 
of  the  liver  and  stomach.  It  is  probable  that  the 
last-named  organ  had  similar  formations  which 
were  reproduced  in  the  liver  and  thence  extended 
to  the  lungs. 

CASE  48. 

Sarcoma  of  Lung. 

Plate  XXIII.  fig.  2. 

Summary. — F.  60.  Symptoms  of  six  months' 
duration;  cough,  expectoration,  pain  in  the  side, 
iveahness,  emaciation.  Left  side  of  chest  retracted, 
and  dull  excepA  near  spine  behind ; breathing  bron- 
chial and  tubular,  weak  below. — Effusion  in  left 
plc^ira.  A mass  of  growth  in  the  posterior  medias- 
tinum,  projecting  into  the  pericardium,  and  invading 
the  lung  by  the  root.  Lung -tissue  collapsed  ; an  old 
infarct  at  the  base. 

Mary  Fisher,  ®tat.  GO,  admitted  to  University 
College  Hospital  April  15,  died  April  19,  1867. 

Family  History. — Patient’s  mother  died,  ®t.  60, 
of  asthma.  Father  lived  to  90.  Had  eight  brothers 
and  five  sisters  ; two  died  of  phthisis,  and  nine  others 
of  unknown  causes. 
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Personal  History. — Was  in  domestic  service 
before  marriage,  eighteen  years  ago.  Has  never 
been  pregnant.  Catamenia  ceased  at  50.  Has  al- 
ways enjoyed  good  health,  with  the  exception  of  a 
catarrhal  attack  three  years  ago. 

Present  Illness  commenced  in  September  18G0, 
with  cough,  attended  hy  much  frothy  expectoration. 
She  has  never  had  haemoptysis.  She  had  also  pain 
in  the  chest  and  between  the  shoulder-blades.  Has 
become  very  weak  ; suffers  from  shortness  of  breath. 
Her  appetite  has  failed,  and  she  has  had  nausea  on 
sitting  up.  An  attack  of  diarrhoea  seven  weeks  ago. 

State  on  Admission. — Face  flushed.  (Cyanosis 
not  noted.)  Considerable  emaciation.  Brownish 
tint  of  skin,  which  is  dry  and  harsh  ; fingers  clubbed, 
and  nails  incurvated.  There  is  an  enlarged  gland 
in  left  axilla  ; there  are  also  enlarged  glands  in  both 
inguinal  regions,  as  well  as  above  Poupart’s  ligament. 
No  enlargement  of  cervical  glands. 

Frequent  cough,  wliich  produces  retching.  Ex- 
pectoration frothy,  tenacious,  and  much  pigmented. 

Chest ; left  side  is  manifestly  flattened  in  upper 
half,  and  whole  side  diminished  in  size.  Measure- 
ments at  level  of  nipple,  right  side,  \ inches,  left 
13j-.  Expansion  right  side,  f inch  ; left,  nil. 

Left  side  absolutely  dull,  with  great  sense  of 
resistance  in  front  and  axilla,  and  also  in  the  back, 
except  a small  area  in  back,  close  to  spine,  between 
eighth  and  tenth  dorsal  vertebrse.  Eight  side  hyper- 
resonant at  base  posteriorly  ; the  whole  of  the  rest  of 
the  side,  hack  and  front,  is  resonant,  except  a limited 
area  in  the  supra-spinous  fossa,  near  the  dorsal  spine. 
Respiration  on  the  left  side  is  bronchial  in  supra- 
spinous fossa  ; in  upper  midscapular  region  it  is 
tubular.  In  lower  scapular  region  it  is  also  tubular 
but  weak,  and  these  characters  continue  to  extreme 
base.  Left  front,  respiration  high-pitched,  blowing 
under  left  clavicle  to  fourth  rib  ; in  upper  axilla, 
weak  blowing,  bronchial  opposite  fifth  rib  ; sup- 
pressed below  seventh  rib.  No  friction  or  rale  heard 
anywhere.  Respiration  on  right  side  chiefly  puerile  ; 
blowing  in  supra-spinous  fossa  and  over  a limited 
area  in  midscapular  region.  Vocal  fremitus  and 
resonance  both  suppressed  throughout  the  left  side. 

Heart’s  apex  at  epigastrium.  Impulse  can  be 
felt  and  sounds  heard  to  right  of  sternum.  No 
murmur. 

Liver-dulness  reaches  superiorly  to  sixth  rib  in 
mammary  line.  Inferiorly  the  organ  extends  three 
fingers’  breadth  below  costal  cartilages.  No  dulness 
in  abdomen.  Bowels  now  somewhat  confined.  Appe- 
tite bad.  Occasional  vomiting  with  cough. 

The  temperature  reached  99°  during  three  days. 
Pulse  104.  Resp.  24. 

She  sank  rapidly,  and  died  April  19. 

PosT-MOKTEM. — Left  lung  adherent  in  anterior 
mediastinum  opposite  third  and  fourth  ribs.  Peri- 
cardium extends  two  inches  to  right  of  sternum 
opposite  fourth  rib;  adherent  to  right  lung;  contains 
about  two  ounces  of  dirty  browm  serosity.  A large 
nodule  of  cancerous  aspect  projects  into  pericardium 
from  left  ]deura,  pressing  on  the  pulmonary  veins 
and  left  auricle.  Another  nodule  projects  into  the 
posterior  part  of  the  sac. 

Whole  of  left  pleura  full  of  clear  serum. 

Loose  bands  of  Hocculent  lymph,  blood-stained, 
pass  betw'een  pulmonary  and  costal  ]deur;e. 

There  is  no  growth  in  the  anterior  mediastinum. 


but  a large  mass  occupies  the  posterior  mediastinum, 
reaching  across  the  middle  line  to  the  right  side,  but 
overlapped  by  upper  lobe  of  right  lung.  The  descend- 
ing aorta  passes  in  a groove  through  the  growth  ; its 
calibre  does  not  appear  to  be  diminished.  The  oeso- 
phagus passes  over  the  surface  of  the  mass  and 
appears  to  have  been  compressed  by  it.  The  main 
bronchus  leading  to  the  left  lung  is  free.  The  left 
branch  of  the  pulmonary  artery  is  compressed  by  the 
tumour  ; it  can  be  followed  freely  into  the  upper 
part  of  the  lung,  but  not  into  the  lower.  The  left 
pulmonary  vein  is  greatly  compressed  at  the  root  of 
the  lung.  The  left  lung  (XXIII.  2,  a)  is  only  invaded 
by  the  mass  from  the  root.  The  growth  here  passed 
into  the  tissue  in  an  irregularly  lobulated  form  for 
about  1-|-  inches,  and  some  nodules  project  further 
than  this.  The  whole  tissue  of  the  lung  is  completely 
collapsed  (c).  The  lower  lobe  presents,  in  an  area  of 
about  two  square  inches,  an  old  lisninorrhagic  infarct 
(b).  It  is  of  a yellowish-grey  colour,  and  is  separated 
hy  a well-defined  line  of  demarcation.  Passing  to  it 
is  a vessel  obstructed  by  a firm  and  greyish  clot. 

The  right  lung  is  entirely  free. 

The  tumour  is  of  a glistening  white,  but  very- 
vascular;  it  exudes  a milky  juice  on  pressure. 

No  growths  were  found  in  any  of  the  abdominal 
viscera. 

Migboscopic  Examination. — The  growth  in  this 
case  consisted  entirely  of  a small-celled  sarcoma,  and 
was  a typical  instance  of  this  form  of  tumour.  The 
pulmonary  tissue  was  pressed  aside  rather  than  in- 
vaded by  it,  but  in  a few  places  the  new  growth 
could  be  seen  extending  by  the  enlargement  of  stellate 
cells  in  the  floors  of  the  alveoli,  with  multiplication 
of  their  nuclei.  Some  peribronchial  and  perivascular 
growth  of  the  same  nature  was  also  seen,  and  it 
appeared  probable  that  the  extension  into  the  lungs, 
where  it  occurred,  was  mainly  in  the  sheaths  of 
these. 

CASE  49. 

PULMONABY  EmBOLISM. 

Plate  XXIII.  fig.  1. 

Summary. — M.  25.  Constitutional  syphilis; 
Bright's  disease.  Signs  of  increasing  cedenm  of  tJoe 
bases  of  the  lungs. — Small  soft  yellow  nodules  scat- 
tered thickly  through  both  lungs,  presumed  to  be 
einholic.  Liver,  kidneys,  and  spleen  lardaceous.  A 
soft  thrombus  in  one  renal  vein. 

William  Rowe,  iutat.  25,  admitted  University 
College  Hospital,  May  25,  died  September  1,  1866. 

Family  History. — Parents  living  at  advanced 
ages.  One  brother  died  of  phthisis,  letat.  33.  Five 
other  brothers  and  sisters  living  and  in  good  health. 

Previoibs  History. — Occupation,  carman  ; lived 
freely,  and  drank  a considerable  amount  of  spirits. 
Seven  years  ago  he  had  suppurating  bubo.  Five 
weeks  ago  he  came  as  out-patient  to  the  hospital 
with  ulcerated  throat,  and  with  a hydrocele,  wliich 
was  tapped.  During  the  past  week  there  has  been 
consideralile  oedema  of  the  legs  and  scrotum. 

State  on  Admission. — The  urine  was  of  a specific 
gravity  of  1,022;  contained  nearly  three  parts 
of  albumen ; the  quantity  passed  varied  from  40  to 
60  oz.  Hyaline  and  granular  casts  were  found  in  it. 
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He  had  large,  sloughing  ulcers  en  both  tonsils,  ex- 
tending into  soft  palate,  with  indurated  edges  ; much 
oedema  of  the  uvula. 

Ulceration  and  fissures  at  side  of  nose,  at  junc- 
tion of  ala  nasi.  Scars  of  ulcers  on  legs. 

Defect  of  resonance  at  both  extreme  bases,  with 
weak  respiration.  He  was  subjected  to  calomel 
fumigations,  and  the  throat  improved,  but  the  cough 
and  the  signs  of  oedema  of  the  lung  increased  ; ascites 
set  in  ; the  urine  became  more  scanty,  and  he  died 
on  Sept.  1. 

PosT-MOETEM. — Ulceratioii  was  found  in  the 
throat,  and  also  on  the  under-surface  of  the  epiglottis, 
and  below  false  vocal  cord.  Several  spots  of  cicatri- 
cial tissue  extended  throughout  the  whole  course  of 
the  trachea. 

Scattered  thickly  through  both  lungs  were 
yellow  nodules  (XXIII.  1),  varying  in  size  fi'om  a pea 
to  a hazel-nut  or  walnut  ; yellow  in  colour,  and  soft 
in  consistence,  breaking  down  easily  under  a stream 
of  water.  They  were  most  thickly  scattered  under 
the  pleural  surface,  the  pleura  above  them  being  very 
much  congested.  The  smaller  ones  were  superficial : 
those  of  larger  size  were  sitirated  deep  in  the  sub- 
stance of  the  lung.  No  other  morbid  change  found 
in  the  lung. 

Kidneys  waxy,  stain  with  iodine  ; numerous 
spots  of  fatty  degeneration.  In  renal  vein  (side  not 
noted)  was  a soft  thrombus,  which  appeared  to  have 
been  the  origin  of  the  embolic  masses  found  in  the 
lung. 

Liver  waxy,  stains  with  iodine ; deeply  fissured 
with  cicatricial  tissue ; substance  indurated.  One 
small  abscess  ( ? a softened  gumma)  in  upper  part  of 
right  lobe.  Spleen  waxy. 

Stomach  injected,  and  mucous  membrane  thick- 
ened. Intestines  healthy. 

CASE  50. 

Syphilitic  Growths  in  Infant’s  Lungs. 

Plate  IV.  fig.  3. 

From  Lebert,  Atlas  d'Anatomie  Pathologique. 
plate  xcii.  fig.  3.  Text,  vol.  i.  p.  746. 

Syphilitic  gummata  of  a newly-born  child,  b h ; 
chief  gummatous  tumour,  c c ; small  tumours  around 
lying  in  healthy  pulmonary  tissue. 

‘ Lung  of  a newly-born  child,  given  to  M.  Lebert 
‘ by  M.  Danyeau.  Born  at  Maternite  Hospital, 
‘ Paris,  with  a pemphigoid  affection  and  nearly  com- 
‘ plete  desquamation  of  the  epidermis  of  the  hands 
‘ and  feet. 

‘ The  thymus  contained  pus.  The  foetus  had  not 
‘ breathed.  Sections  of  the  lungs  were  firm  ; the 
‘ lobular  appearance  was  preserved  ; the  colour  was 
‘ of  a pinkish-grey  but  yellowish  in  parts  ; this,  how- 
‘ ever,  might  be  regarded  as  only  a variation  of  the 
‘ normal  aspect.  The  most  interesting  fact  was 
‘ the  following.  On  the  inferior  surface  of  the  left 
‘ lung,  and  on  the  superior  surface  of  the  corre- 
‘ sponding  (lower)  lobe,  there  was  in  each  (lobe)  a 
‘ mass  of  pale  yellow  colour,  passing  into  greenish, 

‘ of  the  size  of  about  a halfpenny,  which  externally 
‘ presented  the  appearance  of  an  abscess.  I was, 

‘ however,  surprised  when,  on  cutting  into  it,  I 
‘ met  not  only  with  no  abscess,  but  not  even  any 


‘ loss  of  consistence.  The  colour,  of  a very  pale 
‘ yellow,  extended  for  about  a quarter  of  an  inch  in 
‘ depth,  below  which  the  yellow  tinge  became  more, 
‘ diffused  and  marbled,  and  passed  insensibly  into  the 
‘ normal  appearance  of  the  lung.  This  substance, 

‘ like  the  rest  of  the  pulmonary  tissue,  resisted 
‘ pressure  with  the  fingers  and  also  with  the  scalpel, 

‘ and  yielded  only  a small  quantity  of  clear  fluid, 

‘ slightly  yellow,  but  neither  turbid  nor  purulent. 

‘ Under  the  microscope  there  are  found  in  the 
‘ morbid  tissue  a considerable  proportion  of  fibro- 
‘ plastic  elements.  Around  it  is  seen  epithelium 
‘ from  the  pulmonary  vesicles,  and  in  its  substance 
‘ some  small  pale  non-nucleated  globules,  varying  in 
‘ size  from  -3-3^077  to  2 5V0  containing  a 

‘ few  molecular  granules.  Their  outline  is  rounded 
‘ or  irregular  ; they  have  a distant  resemblance  to 
‘ pyoid  bodies,  but  they  have  the  closest  affinity,  like 
‘ all  this  tissue,  with  the  microscopic  structure  (as 
‘ well  as  with  the  naked- eye  appearance)  of  gummata 
‘ found  in  other  parts. 

‘ After  this  observation,  I am  disposed  to  believe 
‘ that  the  pulmonary  changes  in  syphilitic  children, 

‘ described  bj  M.  Depaul  as  always  found  in  a state 
‘ of  suppuration,  were  only  a more  advanced  stage 
‘ of  the  same  change,  and  that  at  the  outset  there  is 
‘ a simple  gummatous  infiltration  in  the  pulmonary 
‘ parenchyma,  which  by  suppuration  gives  rise  to 
‘ an  abscess,  and  thus,  in  a similar  case,  benefit 
‘ ought  to  be  derived  from  the  use  of  iodide  of  potas- 
‘ sium.’ 

CASE  51. 

Syphilitic  Growths  in  Cebebellum  and 
Lungs. 

(See  fig.  40,  p.  130.) 

Summary. — If.  68.  Intemperate ; mental  loeak- 
ness  during  a year  before  death ; towards  the  last  some 
excitement,  right  ptosis,  rigidity  of  the  right  arm 
and  coma.  A large  number  of  small  nodules  in  the 
cerebelhom,  resembling  syphilitic  growths  ; thickening 
of  the  membranes,  and  distension  of  the  ventricles  of 
the  brain.  A firm  yellow  mass  in  the  left  lung. 

W.  D.  Cabdriver,  jetat.  68,  admitted  University 
College  Hospital,  June  14,  died  June  21,  1875. 

Previous  History,  as  obtained  from  patient' s wife. 
He  had  been  a heavy  drinker  all  his  life.  About  a 
year  ago  his  memory  failed -and  he  grew  ‘ silly,’  lost 
muscular  power,  and  passed  gradually  into  the  state 
in  which  he  was  admitted. 

State  on  Admission. — The  face  had  an  imbecile 
expression  ; there  was  ptosis  of  right  eyelid ; the  mouth 
was  drawn  to  left.  He  was  usually  wandering  and 
muttering,  but  could  be  roused  when  spoken  to, 
answering  questions  incoherently.  Excitement  oc- 
curred at  night,  and  he  tried  fo  get  out  of  bed. 
Pujuls  reacted  to  light.  There  was  general  muscular 
weakness,  but  no  special  localised  paralysis,  with  ex- 
ception of  ptosis  of  right  eyelid.  Hands  tremulous. 
Complete  incontinence  of  urine  and  feces.  No 
physical  signs  of  disease  of  lung  beyond  some  em- 
physema. Arteries  tortuous.  Heart-sounds  healthy. 
Tongue  dry.  Appetite  good.  Liver  tender,  not  en- 
larged. Urine  1030,  no  albumen. 

Within  the  next  week  rigidity  appeared  in  muscles 
of  right  arm,  which  was  constantly  fiexed.  Head 
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turned  to  right.  This  state  passed  into  coma,  in 
which  patient  died. 

PosT-MOiiTEM. — Lateral  and  third  ventricles 
largely  distended  with  clear  fluid.  Both  lobes  of 
cerebellum  adherent  to  dura  mater,  and  cannot  be 
separated  without  tearing  the  brain  substance.  No 
thrombi  in  sinuses  and  no  material  atheroma  of  the 
cerebral  arteries.  Much  thickening  of  the  meninges, 
particularly  of  the  base.  Walls  of  lateral  ventricles 
softened,  and  the  communication  between  these  and 
third  ventricle  admits  tip  of  little  finger.  Substance 
of  cerebellum  softened  ; in  the  tissue  are  a large 
number  of  small  yellowish  nodules,  some  of  which 
run  into  one  another,  forming  conglomerate  masses. 
The  nodules  are  about  the  size  of  a split  pea,  and  are 
surrounded  by  a white  semi-transparent  capsule. 
They  resemble  very  closely  in  character  syphilitic 
gummata.  The  tissue  between  them  is  semi-hyaline. 
Nearly  all  these  growths  are  in  the  cortical  substance. 

Liver  cirrhosed,  ‘ hobnail,’  and  much  contracted. 

Lungs. — In  lower  portion  of  upper  lobe  of  left 
lung  there  is  an  indurated  yellow,  but  non-caseous, 
mass,  of  the  size  of  a Maltese  orange,  prominent,  not 
surrounded  by  a zone  of  induration,  but  passing  at  its 
margin  into  a greyer  tint,  and  then  into  a more  vas- 
cular but  non-indurated  tissue.  In  the  same  lobe 
there  are  other  smaller  nodules,  resembling  in  cha- 
racter a grey  firm  pneumonia.  The  rest  of  the  lung 
and  the  other  organs  were  healthy. 

Miceoscopic  Examination. — Dr.  Gowers  has  fur- 
nished the  following  description  of  the  microscopic  ap- 
pearances in  the  lung  [Trans.  Path.  Soc.  vol.  xxviii. 
1877,  p.  330). 

‘ The  examination  showed  that  the  structure  of 
‘ the  nodule  in  the  lung  was  by  no  means  uniform 
‘ throughout  the  mass.  It  contained  a small-celled 
‘ growth,  irregularly  distributed’  (see  Fig.  40,  p.  130). 

‘ In  some  places  the  growth  formed  compact  nodules 
‘ of  some  size  ; but  from  these,  irregular  tracts  of 
‘ growth  extended  into  the  lung-tissue,  chiefly  along 
‘ the  bronchioles.  In  some  places  (a a.)  small  bud-like 
‘ nodules  of  growth  sprang  from  the  infiltrated  wall. 

‘ The  walls  of  the  air-cells  adjacent  to  the  growth, 

‘ were,  in  most  instances,  infiltrated  by  it,  the  wall 
‘ containing  two  or  three  layers  of  cells.  Some  of 
‘ the  alveolar  walls  adjacent  even  to  a large  tract 
‘ of  growth  were  free  from  infiltration.  But  most 
‘ of  the  alveoli  contained  infiammatory  products  ; in 
‘ some,  epithelial  products  and  blood-corpuscles 
‘ occupied  the  whole  of  the  centre  of  the  air-cells  ; in 
‘ others,  epithelial  products  were  mingled  with  the 
‘ small  cells  such  as  constituted  the  new  growth  (b). 

‘ The  areas  of  many  alveoli  were  occupied  by  the 
‘ new  growth,  although  their  walls  were  still  distin- 
‘ guishable.  Many  air-cells  contained  a few  epithe- 
‘ lial  and  other  cells,  sparingly  scattered  through  a 
‘ network  of  fibrillie,  such  as  may  be  sometimes 
‘ seen  in  acute  pneumonia ; and  which  appeared  to 
‘ be  the  result  of  the  action  of  the  hardening  agent 
‘ on  some  albuminous  exudation. 

‘ The  cells  of  which  the  growth  consisted  Vt^ere 
‘ small  corpuscles  having  a diameter  about  half  as 
‘ much  again  as  a blood-disk  and  therefore  probably, 

‘ when  fresh,  about  ^voit  inch.  They  were  for  the 
‘ most  part  round  ; a tew  were  oval  or  angular,  as  if 
‘ from  compression  ; a few  were  larger ; in  these  a 
‘ cell-wall  could  be  distinguished  from  a nucleus 
‘which  almost  filled  the  cell;  in  the 'smaller  cells 


‘ no  nuclei  could  be  perceived.  Between  these  cells 
‘ was  a delicate  fibrillary  stroma,  the  fibres  approxi- 
‘ mating  to  the  parallel  rather  than  to  the  reticular 
‘ arrangement.  Here  and  there,  also,  fusiform  fibre- 
‘ cells,  having  nearly  the  same  diameter  as  the 
‘ smaller  corpuscles,  lay  among  them. 

‘ In  some  places  (c)  granular  degeneration  had 
‘ taken  place  in  the  new  growth  and  inflammatory 
‘ products,  corresponding  with  the  caseation  observed 
‘ in  the  recent  state.’ 

CASE  52. 

Syphilitic  (?)  Pneumonia. 

Plate  XXVII.  figs.  G and  7. 

(Prof.  Greenfield,  Trans.  Path.  Soc.  vol.  xxvii. 
1876,  p.  43.  By  permission.) 

‘ The  piece  of  lung  and  the  sections  exhibited 
‘ were  removed  from  the  body  of  a female  child, 
‘ twelve  months  old,  who  died  in  the  out-patient’s 
‘ room  in  St.  Thomas’s  Hospital  in  February,  1873. 

‘ The  child  was  said  to  have  had  a cough  for  some 
‘ time,  and  to  have  been  ailing,  but  had  had  no  se- 
‘ vere  illness.  The  mother  brought  the  child  to  the 
‘ hospital  thinking  it  only  slightly  ill,  but  it  died  in 
‘ her  arms  whilst  waiting.  No  satisfactory  history 
‘ was  obtained,  and  there  was  no  distinct  evidence  of 
‘ syphilis,  but  there  were  circumstances  in  the  family 
‘ history  which  rendered  its  existence  extremely  pro- 
‘ bable. 

‘ At  the  post-mortem  examination,  twenty-four 
‘ hours  after  death,  by  Dr.  Payne,  the  left  lung  was 
‘ found  slightly  collapsed  at  base,  otherwise  appa- 
‘ rently  normal.  The  liver  w'as  quite  healthy  in  ap- 
‘ pearance,  and  there  was  nothing  noteworthy  in  the 
‘ other  organs,  with  the  exception  of  the  right  lung. 

‘ This  was  completely  consolidated  throughout,  and 
‘ in  a state  of  full  expansion,  with  slight  recent 
‘ pleurisy,  mainly  over  the  lower  lobe.  No  thicken- 
‘ ing  of  pleura,  but  a few  loose  adhesions  of  older  date. 

‘ The  bronchi  of  the  right  lung  were  injected  and 
‘ contained  some  muco-purulent  fluid. 

‘ On  section  of  the  lung  it  was  found  pretty  com- 
‘ pletely  consolidated  throughout,  and  of  a somewhat 
‘ yellowish  or  yellowish-white  colour,  the  cut  surface 
‘ being  smooth  and  slightly  shining,  differing  mark- 
‘ edly  from  the  ordinary  grey  hepatisation  of  acute 
‘ pneumonia.  The  tissue,  very  firm  and  tough,  exuded 
‘ but  very  scanty  turbid  fluid  on  scraping  or  squeez- 
‘ ing.  On  looking  closely  at  the  cut  surface  it  was 
‘ seen  that  minute  bands  of  fibrous  tissue  ran 
‘ everywhere  through  it.  The  condition  of  the  bron  • 

‘ chial  glands  is  not  noted. 

‘ Miceoscopic  Examination. — On  examining 
‘ with  a low, power,  the  lung  is  found  to  be  every- 
‘ where  traversed  by  bands  of  tissue  of  varying  thick- 
‘ ness,  running  in  all  directions,  enclosing  groups  of 
‘ alveoli.  They  are,  for  the  most  part,  by  their 
‘ branching  and  reunion,  disposed  in  such  a manner 
‘ as  to  divide  the  lung-tissue  into  rounded  spaces, 

‘ which  vary  in  size,  some  being  of  the  width  of  seven 
‘ or  eight  air-cells,  others  somewhat  larger  ; these 
‘ spaces  being  for  the  most  part  irregularly  rounded  or 
‘ polygonal.  The  fibrous  septa  vary  from  '25  to  'G  of 
‘ a millimetre  in  thickness,  and  the  spaces  enclosed 
‘ are  from  '25  to  1 millimetre  in  width.  The  fibrous 
‘ bauds  are  for  the  most  part  composed  of  a highly 
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‘ vascular  tissue,  wliich  in  some  of  the  smaller 
‘ bundles  consists  mainly  of  an  imperfectly  developed 
‘ cell-growth.  In  the  spaces  left  are  some  air-cells, 

‘ with  more  or  less  thickened  walls  ; in  some  places 
‘ scarcely  any  alveoli  being  visible,  owing  to  the 
‘ great  thickening  and  consequent  compression  and 
‘ distortion.  The  thickening,  under  a low  power,  ap- 
‘ pears  to  he  in  part  due  to  cell-infiltration,  in  part  to 
‘ delicate  bands  of  connective  tissue  running  into  the 
‘ alveolar  walls. 

‘Everywhere  the  walls  of  the  vessels  and  bronchi 
‘ present  great  thickening,  either  fibrous  or  corpus - 
‘ cular ; here  and  there  they  are  surrounded  by  a 
‘ large  aggregation  of  cells  ; in  other  places  they  are 
‘ nearly  obliterated  by  the  great  thickening.  The 
‘ newly-formed  fibrous  tissue  is,  however,  highly 
‘ vascular,  containing  large  vessels,  many  of  which 
‘ are  evidently  of  new  formation. 

‘ For  the  most  part,  the  remains  of  the  air-cells 
‘ show  little  sign  of  inflammation ; but  in  some 
‘ places,  where  the  walls  are  less  thickened,  they 
‘ contain  fibrinous  exudation  and  some  catarrhal  cells, 

‘ this  condition  being  almost  limited  to  the  lower  lobe 
‘ of  the  lung. 

‘ On  examining  with  a higher  power,  the  walls  of 
‘ the  alveoli  appear  remarkably  thickened,  and  the 
‘ epithelium  everywhere  persistent  and  apparently  in- 
‘ creased  in  amount.  In  some  places  the  thickening 
‘ appears  to  be  due  solely  to  the  overgrowth  of  epithe- 
‘ hum,  the  cells  of  which  are  perfectly  normal  in 
‘ appearance,  entirely  free  from  signs  of  degeneration. 

‘ The  greater  part  of  the  thickening,  however,  is  due 
‘ to  a nucleated  cell-growth,  of  which  the  cells  are 
‘ for  the  most  part  elongated  or  fusiform,  around  the 
‘ pulmonic  capillaries,  which  appear  at  the  same  time 
‘ to  increase  in  size,  and  to  develop  in  some  cases 
‘ into  larger  vessels.  In  some  places  the  growth 
‘ appears  to  take  place  by  a modification  of  the  epi- 
‘ thelial  cells,  or  of  the  capillary  nuclei,  but  it  cannot 
‘ be  stated  with  certainty  that  this  is  the  case. 

‘ The  alveolar  epithelium  is  seen  to  persist  even 
‘ where  the  cavity  of  the  air-cell  is  completely  filled 
‘ up,  and  its  size  greatly  diminished. 

‘ Eemakks. — Although  I have  no  desire  to  press 
‘ unduly  the  syphilitic  origin  of  the  disease  in  this 
‘ case,  in  the  absence  of  direct  evidence  on  the  ques- 
‘ tion  of  etiology,  I may  point  out  that  it  corresponds 
‘ precisely  in  every  particular  with  the  disease  of  the 
‘ lungs  occurring  in  newly-born  or  young  syphilitic 
‘ children,  which  has  been  described  by  Wagner  as 
‘ the  diffused  syphilitic  form  : by  Lorain  and  Robin  as 
‘ “ epithelioma  ” of  the  lungs,  and  by  Virchow  and 
‘Weber  as  “ white  hepatisation  ” of  the  lungs.  It 
‘ will  be  readily  seen  that  the  term  “ epithelioma  ” of 
‘ the  lung  might  be  applied  to  this  case  on  the  ground 
‘ of  the  remarkable  persistence  and  hypertrophy  of  the 
‘ alveolar  epithelium,  whilst  the  name  “white  hepa- 
‘ tisation  ” equally  describes  the  naked-eye  character. 
‘ A perusal  of  the  description  given  by  the  above- 
‘ named  observers  will,  I think,  place  it  beyond 
‘ doubt  that  the  condition  of  the  lung  in  this  case, 
‘ whatever  its  etiology,  corresponds  entirely  with  that 
‘ found  in  the  cases  whose  syphilitic  origin  was  beyond 
‘ question.  Again,  the  condition  of  the  lung  and  its 
‘ microscopic  appearances  differed  in  toto  from  those 
‘ found  in  ordinary  chronic  pneumonia  and  in  fibroid 
‘ phthisis  ; a comparison  of  sections  from  lungs  af- 
‘ fected  with  these  diseases  showed  that  there  was  no 


‘ resemblance  between  the  two.  It  is  hoped  that  the 
‘ drawings,  however  imperfect,  will  show  this  without 
‘ a more  detailed  description  ’ (see  XXVII.  figs.  6 and 
‘7).  ‘ Considering  also  the  facts  that  the  disease,  of 

‘ whatever  nature,  was  of  long  standing,  probably 
‘ dating  at  least  as  far  back  as  the  time  of  birth,  that 
‘ it  was  entirely  unilateral,  of  slow  and  of  progressive 
‘ growth,  unattended  by  any  marked  symptoms,  that 
‘ there  was  no  sign  of  chronic  bronchial  catarrh  or 
‘ of  tuberculosis,  and  that  the  growth  presents  pre- 
‘ cisely  the  characters  of  syphilitic  infiltration  in 
‘ other  organs,  it  must,  I think,  be  conceded  as 
‘ almost  beyond  doubt  that  such  was  its  nature. 

‘ I may  add  that  I have  had  an  opportunity  of 
‘ comparing  the  sections  with  sections  from  a lung 
‘ affected  with  syphilitic  infiltration  in  an  infant, 
‘ whose  other  organs  contained  gummata,  and  that 
‘ as  regards  the  earlier  stages  of  the  disease  they 
‘ correspond  precisely  with  the  latter  in  their  micro- 
‘ scopic  characters.’ 

CASE  5S. 

Syphilitic  Brain-disease  ; Caseous  Gummata 
IN  THE  Lung. 

Summary. — F.  48.  Constitutional  syphilis. — 
Headache,  dimness  of  sight,  progressive  impairment 
of  consciousness  : right-sided  rigidity  : p>tosis  and 
palsy  of  sixth  and  facial  nerves. — Bony  groivths 
from  inner  surface  of  frontal  bone  and  in  dura  mater  ; 
vascularity  of  surface  of  brain  : disease  of  cranial 
nerves.  Caseous  nodules  in  the  lungs. 

Sarah  Hanner  ; letat.  48,  admitted  University 
College  Hospital  May  30,  died  June  8,  1872. 

Previous  History. — Married  27  years  ago.  Seven 
years  after  marriage,  was  laid  up  with  an  ulcerated 
throat  in  the  Middlesex  Hospital.  Has  never  had  a 
living  child,  but  has  had  three  or  four  miscarriages, 
some  before  and  some  after  her  attack  of  ulcerated 
throat.  Has  had  an  eruption  on  skin  and  lost  much 
of  her  hair  about  two  years  ago.  Had  pains  in  head 
two  years  ago,  chiefly  on  the  right  side.  A year  ago 
had  three  lumps  on  her  head  as  large  as  pigeons’ 
eggs.  They  were  hard  and  painful.  Had  pains  in 
back  of  neck  six  weeks  ago.  Eyesight  has  been 
gradually  failing.  Headache  at  times  has  been 
severe,  and  occasionally,  when  pain  has  been  worst, 
she  has  been  partly  unconscious.  Lately  her  speech 
has  become  thick. 

State  on  Admission. — Was  in  a semi-unconscious 
condition,  answering  when  spoken  to  loudly,  but 
speaking  slowly,  and  with  apparent  difficulty.  Head 
turned  towards  right  side  ; and  an  attempt  to  turn  it 
to  middle  caused  manifest  pain.  Tongue  protruded 
to  right ; facial  paralysis  on  right  side.  Some  ptosis 
of  right  eyelid,  and  paralysis  of  the  right  external 
rectus.  Conjunctivitis  on  right  side  with  purulent 
discharge,  and  some  superficial  ulceration  and  cloud- 
ing of  cornea.  Sensation  was  apparently  intact. 
Muscles  of  upper  and  lower  extremities  rigid  on 
right  side,  but  some  slight  voluntary  motion  was  still 
possible.  There  was  a scar  the  size  of  half  a crown 
under  the  left  clavicle.  Nothing  abnormal  in  physical 
signs  of  lungs  or  heart.  Urine  normal.  No  enlarge- 
ment of  liver. 

She  became  comatose  and  died  a week  after 
admission. 
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Post-mortem. — Much  irregular  osseous  deposit 
on  inner  surface  of  frontal  bone,  forming  nodosities 
and  sharp  spiculfe  ; the  former  projects  nearly  a 
quarter  of  an  inch.  Membrane  everywhere  unduly 
vascular.  Numerous  spicuhn  and  plates  of  bone  in 
dura  mater.  Some  opacity  of  arachnoid,  which, 
however,  separates  without  tearing  brain-substance. 
Extreme  vascularity  of  surface  of  brain.  At  base, 
manifest  thickening  of  sheaths  of  third  nerve  and  ot 
right  fifth  nerve,  with  inHaminatory  exudation.  Left 
olfactory  nerve  has  a tract  of  grey  degeneration  in  its 
course.  No  obstruction  of  cerebral  arteries,  but  a 
deposit  of  lymph  is  seen  on  the  left  middle  cerebral  ; 
exudation  at  bases  of  both  optic  nerves,  which  also 
are  unduly  vascular,  and  present  tracts  of  grey 
degeneration.  This  degeneration  extends  deeply 


into  commissure,  through  nearly  its  whole  depth, 
mixed  with  firm  but  hyperaemic  white  matter.  A 
similar  degeneration  is  seen  in  the  left  third  nerve. 
Hyperemia  of  whole  surface  of  brain.  Central 
commissure  softened.  Thalami  soft.  Velum  inter- 
positum  hyperaemic.  Tracts  of  grey  gelatinous  soft- 
ening at  roots  of  auditory  nerve. 

Liver  puckered,  cirrhotic,  with  lines  of  fibrous 
tissue  running  deeply  to  hilus. 

Spleen. — Some  thickening  of  capsule. 

Lungs. — PJght  contains  four  caseous  masses  each 
the  size  of  a kidney-bean,  all  in  the  upper  lobe.  Some 
fall  out,  leaving  a smooth  capsule  behind.  All  are 
caseous,  and  no  early  stages  are  discovered.  Much 
pigmentation  and  puckering  exists  around  them. 
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DESCEIPTIONS  OF  THE  PLATES. 


§ A.  COLOURED  PLATES.  (I.  to  XXIV.) 

PLATE  I. 

Acute  Pneumonia.' 

Second  stage  of  acute  pneumonia,  that  of  ‘ hepatisation,’  from  a patient  who  died  on  the  fifth 
day.  The  whole  lung  is  solid,  of  a brownish-red  colour,  varying  in  depth  of  tint  in  various  parts 
with  a fine  siirinkling  of  greyish-white,  least  conspicuous  in  the  darker  portions. 

The  microscopical  changes  are  shown  at  XXV.  fig.  7. 

Kef. — Acute  Pneumonia,  p.  16.^^ 


PLATE  II. 

Suppurative  Pneumonia. 

{After  Carsivell.  See  Case  2,  p.  158.) 

The  lower  two-thirds  of  the  lung  present  a yellowish-grey  colour,  tinged  with  red — ‘ a sohd,  com- 
pact, granular  mass  in  which  the  bronchi  and  blood-vessels  were  hardly  to  be  seen.’  The  upper  lobe 
is  congested. 

Kef. — Acute  Pneumonia,  p.  18. 


PLATE  III. 

Hypostatic  Pneumonia. 

The  lower  portion  of  the  lung  is  of  a lighter  red,  mottled  with  grey  and  with  a dark  purplish 
brown.  The  tint  is  much  paler  than  is  often  seen  in  this  variety. 

Kef. — Hypostatic  Pneumonia,  p.  40. 


PLATE  IV. 

Chronic  Pneumonia  ; Syphilis  ; Grey  Hepatisation. 

Fig.  1. — Chronic  Pneumonia  in  a,  Syphilitic  Patient  {Case  3,  Hawkins,  p.  159). 

The-lung  tissue  is  infiltrated  with  a very  firm,  reddish-grey  exudation,  finely  granular,  but  show- 
ing no  signs  of  softening.  The  change  involved  the  middle  lobe,  and  upper  two-thirds  of  the  lower 


The  titles  here  given  are  those  on  the  plates  themselves.  - The  references  appended  to  the  descriptions  are  to  the  text  only 
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lol)e  of  the  right  lung,  the  other  hrng  being  normal,  a,  Pigmented  spots;  h,  Bands  of  fibrous 
tissue. 

The  microscopical  appearances  are  shown  at  XLII.  6 and  XLIII.  4.  See  description  of  these, 
also  p.  160. 

Eef. — Phthisis,  pji.  67,  104 ; Syphilitic  Dis.  p.  126. 

Fig.  2. — Syphilitic  Growths  in  the  Lung  {Case  53,  S.  Ilanner). 

The  figure  represents  a portion  of  lung  containing  two  caseous  gummata,  surrounded  by 
indurated  and  jiigmented  tissue. 

Eef. — -Syphilitic  Dis.  pp.  122,  131. 

Fig.  3. — Syphilitic  growths  from  the  lung  of  a newly-horn  child,  described  and  figured  by 
Lebert,  whose  account  is  given  in  full  at  another  page  {Case  50,  p.  228).  The  larger  growth  {hh)  is 
a jiale  yellow,  firm  mass,  and  yielded  only  a little  clear  yellowish  liquid,  cc,  Small  gummata  lying 
in  the  otherwise  healthy  lung-tissue. 

Eef. — Syphilitic  Dis.  p.  122. 


Fig.  4. — Acute  Pneumonia,  Grey  TIepatisation  {Case  1 , Kirk,  p.  158). 

The  patient  died  on  the  tenth  day.  The  figure  represents  the  aspect  of  the  right  lung.  It  is 
solidified,  and  ash-grey  in  colour ; the  surface  is  finely  granular,  and  much  pigment  is  scattered 
through  the  tissue. 

The  cell-forms  found  in  the  alveoli  are  shown  at  XXV.  4,  5,  and  9.  (See  description  of  this  plate, 
and  also  p.  158.) 

Eef. — Acute  Pneumonia,  pp.  17,  22. 


PLATE  V. 

Lobulau  Pneumonia  in  Measles  ; Tubercular  Pneumonia. 

Fig.  1. — Lnlndar  Pneumonia.  The  lung  of  a child  who  died  from  measles.' 

The  general  condition  of  the  lung  was  similar  to  that  shown  in  fig.  4 and  described  below.  In 
addition,  the  figure  shows  a wedge-shaped  mass  of  solidification  which  existed  at  the  base  of  the 
lung.  It  was  granular  on  section,  yielding  a puriform  fluid  on  scraping.  The  cut  surface  is  seen 
to  lie  of  a dull  reddish-white  colour,  deepening  in  parts  into  a more  intense  vascularity.  At  the 
margins,  lobular  extension  of  the  consolidation  can  be  observed. 

Eef. — Catarrhal  Pneumonia,  p.  26. 


Fig.  2. — Lohalar  Pneumonia.  From  an  unpublished  drawing,  liy  Sir  Piobert  Carswell,  of  the  lung 
of  a child  who  died  of  measles. 

The  figure  represents  the  later  stages  of  lobular  pneumonia,  and  shows  the  lung-tissue  filled  with 
islets  ot  consolidation,  yellowish-grey  in  tint,  with  a granular  surface,  slightly  jirominent,  the  out- 
line of  some  better  defined  than  that  of  others. 

Eef. — Catarrhal  Pneumonia,  p.  23. 

Fig.  3. — Broncho-Pneumonia.  The  lung  of  a child,  aged  one  year  ; duration  of  illness  five  weeks. 
{Case  4,  Tanner,  p.  160.) 

The  lung  presents  numerous  spots  of  consolidation,  some  yellowdsh  and  soft,  others  of  a reddish 
or  greyish  tint,  and  somewhat  firmer.  The  former  break  down,  leaving  small  cavities  such  as  that  seen 
divided  in  the  middle  ot  the  figure.  The  tinner  grey  spots  form,  by  their  union,  larger  nodules,  such 

riiis  lung  and  also  that  from  which  fig.  4 is  taken.  Sick  Children.  They  were  given  me,  in  1864,  by  my  lamented 

were  from  cliildren  who  died  of  measles  in  the  Hospital  for  friend,  Dr.  Hillier. 
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as  a and  the  aggregation  seen  below  this,  near  the  surface.  The  bronchi  were  intensely  inflamed, 
and  filled  with  purulent  secretion. 

The  microscopical  appearances  are  figured  in  Plate  XXVI.  tigs.  1-4.  See  description  of  this,  also 

p.  161. 

Ref. — Catarrhal  Pneiunonia,  pp.  23,  24. 


Fio.  4. — Pneumonia  in  Measles. 

The  bases  of  both  lungs  (of  which  one  is  represented  in  the  figure)  were  solid,  partly  carnified, 
partly  infiltrated  with  exudation-matter.  In  this  were  spots  of  pus  the  size  of  a hemp-seed  and 
small  excavations  of  the  same  size,  having  a well-defined  well.  Some  of  the  latter  are  seen  in  the 
lower  part  of  the  figure.  They  could,  in  many  places,  be  traced  into  continuity  with  the  bronchi, 
the  cut  openings  of  which  were  gaping,  with  a white,  thickened  wall  (as  seen  in  the  figure),  and 
Idled  with  pus.  In  some  instances  lateral  openings,  communicating  with  collections  of  pus,  could  be 
found  in  the  walls  of  the  larger  bronchi,  doulhless  formed  by  ulceration  from  the  interior ; different 
stages  of  this  process  could  I)e  traced  in  other  parts.  Where  the  lung  was  not  entirely  solidified, 
scattered  nodules  existed,  many  of  wduch  had  a puriform  centre  surrounded  by  pneumonic  infiltra- 
tion.' 

Ref. — Collapse,  p.  56. 

Fig.  5. — Acute  Suppurating  and  Ulcerating  Pneumonia.  [Case  5,  S.  Broirn,  p.  161.)  Duration 
of  symptoms,  two  months. 

The  figure  represents  part  of  the  lower  lobe  of  the  left  lung,  and  shows  intense  injection  of  the 
bronchial  mucous  membrane,  the  surface  of  which  is  rough  and  uneven,  and,  in  some  places,  pre- 
sents distinct  ulceration.  x\round  the  lironchi  the  lung-tissue  is  solidified,  and  presents  a granular 
surface,  greyish-red,  dotted  with  yellow  and  whitish  spots,  some  of  which  had  broken  down  in  the 
centre,  forming  small  cavities  communicating  with  the  bronchi. 

For  the  microscopical  appearances  see  XXXV.  7,  and  description  of  this ; also  p.  163. 

Ref. — Phthisis,  pp.  Ill),  121. 


PLATE  Va. 

Gangrene  of  the  Lung;  Pneuaionia  with  ‘Concretions’  in  the  Bronchi. 

These  three  figures  are  from  the  original  drawings  hy  Sir  Bohcrt  Carswell. 

Fig.  1. — Gangrene  from  Pulmonary  Emholism.  Figured,  Elementary  Ifi>rms  of  Disease,  Section 
‘ Haemorrhage,’  Plate  II.  fig.  7.^ 

It  is  described  as  the  appearances  presented  by  pulmonary  hamiorrhage  terminating  in  suppura- 
tion, principally  of  the  interlolnilar  cellular  tissue,  and  accompanied  by  slight  intlainmation  of  the 
substance  of  the  lung  in  the  vicinity.  The  latter  is  indicated  by  the  zone  of  redness  which  separates 
the  area  of  destruction  from  the  rest  of  the  lung.  Thickened  septa  appear  to  enclose  cavities  formed 
l)y  the  breaking-down  of  the  lung-tissue.  The  white  spots  indicate  areas  of  necrotic  degeneration 
not  yet  liquefied. 

Ref. — Embolism,  p.  61  ; Gangrene,  pp.  61-2. 


Fig.  2. — Pneumonia  with  ludse  Membranes  in  the  Bronchi.  Figured,  Elem.  Eorms  of  Disease, 
Section  ‘Analogous  Tissues,’  PI.  I.  fig.  3. 

The  aboveis  the  designation  given  by  Carswell,  who  adds  : ‘ Tuliiilar  membranes  of  considerable 
size,  terminating  abruptly  at  some  distance  from  the  air-cells.  The  pulmonary  tissue  is  engorged 

' Description  by  the  Author.  self,  and  was  free  to  modify  a figure,  or  to  combine  two  sketches 

- The  published  drawing  contains  also  a recent  liaunor-  into  one.  Moreover,  the  sketches  were  all  copied  on  to  the  stone 

rhage,  apparently  introduced  from  another  sketch.  Many  of  by  him  without  reversal,  and  are  therefore  reversed  in  his 
Sir  Robert  Carswell’s  published  figures  differ  somewhat  from  plates.  In  this  Atlas  they  are  presented  as  they  appear  in  the 

the  original  drawings.  He  apparently  drew  on  the  stone  him-  originals,  preserved  in  the  Museum  of  University  College. — En. 
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‘with  blood,’  in  some  parts,  as  in  the  upper  part  of  the  figure,  while  in  other  parts,  as  in  the  lower 
portion  shown,  ‘ it  is  infiltrated  with  serosity,  lymph,  and  pus.’ 

Eef. — Acute  Pneumonia,  p.  16. 

Fig.  8. — GaiKjrene  of  the  Lung.  Figured,  Elem.  Forms  of  Disease,  Section  ‘ Mortification,’ 
Plate  IV.  fig.  1. 

The  figure  is  described  as  ‘ representing  mortification  of  nearly  the  inferior  third  of  the  lower  lobe 
‘of  the  left  lung,  limited  by  adhesive  inflammation.’  In  the  lower  part  of  the  figure  is  ‘a  large 
‘ cavity,  lined  by  a yellowish-grey  coloured  thick  membrane,  united  with  the  jileura  of  the  upper  sur- 
‘ face  of  the  inferior  lobe  ’ (not  shown  here)  ‘ and  with  the  pulmonary  tissue  of  the  upper  lobe,  which 
‘ was  in  a state  of  grey  hepatisation  to  the  extent  of  aliout  a quarter  of  an  inch  in  depth  ; ’ (this  large 
hepatisation  is  indistinctly  seen  in  section  in  the  notch  just  below  the  letters  ‘ Fig.  8.’)  ‘ Beyond 

‘ this  the  pulmonary  tissue  was  quite  healthy.  The  sphacelated  substance  of  the  lung  thus  isolated 
‘ and  enclosed  in  a membrane  of  new  formation,  was  of  a dirty  yellowish-brown  or  black  colour,  of  a 
‘ pulpy  consistence,  composed  of  shreds  of  cellular  tissue  and  obliterated  blood-vessels,  and  a consider- 
‘ able  quantity  of  offensive  grunious  fluid,  similar  to  that  which  had  been  expectorated  some  time 
‘ before  death.’ 

Ref. — Gangrene,  61. 


PLATE  VI. 

Acute  Tuberculosis. 

All  the  figures  are  from  a child,  aged  G {Ciise  0,  Polley,  p.  168).  The  microscopical  aiipearances 
are  depicted  in  XXVIll.  6-10,  and  XXX.  5.  See  descriptions  of  these,  also  p.  165. 

Fig.  1. — Lung,  containing  numerous  greenish- white  nodules,  dry-looking,  firm,  and  resistant. 
The  centres  of  some  have  a bluish-grey  tint  {b  i>),  while  others  are  yellowish  in  the  middle.  They 
form  by  aggregation  irregular  caseous  tracts  of  considerable  size  (c  c).  Between  them,  in  emphy- 
sematous and  congested  lung-tissue,  are  minute  granulations,  the  size  of  a millet-seed  (a). 

Ref. — Phthisis,  pp.  69,  96. 

Fig.  2. — External  surface  of  the  lung,  studded  with  coalescing  granulations,  having  an  irregular 
racemose  shape.  They  are  surrounded  with  zones  of  congestion,  and  correspond  to  the  masses  seen 
on  section  in  the  preceding  figure. 

Eef. —Phthisis,  pp.  69,  96,  117. 

Fig.  8. — Portion  of  lung  presenting  dilated  bronchi,  the  mucous  membrane  of  which  is  congested. 
The  lung-tissue  here  is  crammed  with  granulations,  especially  dense  (h)  around  the  bronchi,  the 
walls  of  which  are  perforated  by  some.  Between  the  granulations  is  some  grey  pneumonic  infiltra- 
tion {a  a). 

Ref. — Phthisis,  p.  79. 

Fig.  4. — Liver,  studded  on  its  surface  and  in  its  substance  with  tubercular  granulations,  of 
which  the  larger  ones  are  cheesy  and  the  smaller  are  semi-transparent. 

Fig.  5. — -Supernumerary  spleen,  riddled  with  cheesy  granulations  and  nodules,  opaque  and  firm, 
coalescing  in  places  into  tracts  of  some  size. 

Ref.  —Phthisis,  p.  73. 

Fig.  6. — Surface  of  the  same  ; on  it  the  tiilierciilar  nodules  project.  They  are  more  or  less 
rounded  in  outline,  and  the  shape  of  the  larger  ti  acts  indicates  very  clearly  their  formation  liy  the 
union  of  smaller  nodules. 
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PLATE  VII. 

Acute  Phthisis  ; Tubercular  and  Caseous  Pneumonia  ; Diabetic  Phthisis. 

Fig.  1. — Acute  Tubercular  Pneumonia.  Duration  of  symptoms  seven  weeks.  {Case  12, 

Price,  p.  173.) 

Through  the  lung-tissue  caseous  nodules  are  scattered,  varying  in  size  from  a hemp-seed  to  a 
pea,  and  irregular  in  shape.  Many  of  them  are  pigmented  in  the  middle.  All  are  soft,  and  many, 
as  at  a,  are  breaking  down  in  the  centre,  so  as  to  form  small  cavities.  , There  are  also  numerous 
grey  and  more  transparent  nodules,  granular  in  section,  as  at  e ; some  of  them,  as  in  the  upper 
part  of  the  figure,  are  very  small,  hut  not  so  round  or  uniform  as  typical  grey  granulations.  Larger 
cavities  also  existed,  of  which  one  is  sliowui  at  b ; they  are  seen  to  communicate  with  bronchi,  which 
are  dilated  as  at  c.  The  larger  cavity  has  a well-defined  wall,  and  in  its  floor  is  caseous  material. 
The  mucous  membrane  of  the  bronchus  entering  it  ends  abruptly. 

The  microscopical  changes  are  shown  in  XXXIX.  4 ; see  description  of  this,  also  p.  174. 

Eef. — Phthisis,  pp.  73,  74,  79,  96. 

Fig.  2. — Lunf/  i>i  Diabetic  Phthisis.  {Case  14,  p.  176.) 

The  tissue  is  studded  with  yellow  nodules  {b),  granular  in  section,  coalescing  into  tracts  of 
caseous  infiltration.  These  are  especially  large  near  the  surface  of  the  lung  {a  a),  and  over  them 
the  pleura  is  thickened. 

The  microscopical  appearances  (not  figured)  are  described  at  p.  176. 

Ref.— Phthisis,  pp.  69,  70,  117  (2). 

Fig.  3. — Tubercles  and  Tubercular  Pneumonia..  From  a man,  aged  26  : duration  of  symptoms 
about  six  months.  {Case  i 5,  W.  Scarrow,  p.  176.) 

The  figure  shows  the  tissue  of  the  lower  lobe,  with  numerous  opaque,  yellowish  nodules,  some  as 
isolated  opaque  granulations  (a),  others  clustered ; while  on  the  right,  at  b,  they  have  formed,  by 
aggregation,  irregular  caseous  tracts,  in  which,  however,  the  constituent  nodules  are  still  distinct, 
and  are  often  softened  in  the  centre  into  minute  cavities.  Below  these  are  seen  areas  of  more 
recent  pneumonic  consolidation.  The  intervening  lung-tissue  is  congested,  in  parts  intensely. 

The  microscopical  appearances  (not  figured)  are  described  at  p.  176. 

Ref. — Phthisis,  p.  73. 

Fig.  4. — Caseous  Tubercular  Pneumonia.  Symptoms  of  six  months’  duration.  {Case  20,  J. 
Thomas,  p.  186.) 

The  lung-tissue  is  the  seat  of  grey  pneumonic  infiltration  {a.  a),  through  which  are  thickly 
scattered  irregular  caseous  masses  {b  b),  whitish  or  yellowish,  softening  and  breaking  down  at  many 
places,  so  as  to  leave  cavities  (c  c)  irregular  in  shape,  with  caseous  walls. 

The  larynx  presented  tubercular  ulceration,  shown  in  XX.  fig.  2. 

The  microscopic  appearances  in  this  lung  are  shown  in  XXXIX.  2,  see  description  of  this, 

p.  187. 

Ref. — Phthisis,  pp.  08,  69,  73,  74,  117. 


PLATE  VIII. 

Acute  Tuberculosis. 

Fig.  1.  — Tubercles  and.  Tubercular  Pneumonia.  Duration  of  definite  symptoms  three  months. 
{Case  16,  IF.  lleushau',  p.  177,  also  figs.  4 and  6.) 

The  lung  is  crammed  with  tubercular  granulations,  some,  as  at  a,  small  and  tending  to  semi- 
transparence,  but  differing  from  typical  grey  granulations  in  being  rather  more  opaque,  softer,  and 
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more  readily  detached  from  the  lung.  {See  also  fig.  6.)  They  are  clustered  at  places,  as  at  d,  and 
thus  form  by  aggregation  masses  (c  c)  of  racemose  character  and  considerable  size,  the  surface  of 
which  is  finely  granular.  Some  of  them,  as  at  h,  blend  gradually  with  the  adjacent  tissue. 

The  microscopical  appearances  ai’e  shown  at  XXXI.  7,  XXXVIII.  1-4,  See  description  of 
these,  also  p.  178. 

Fig.  2. — Miliary  Tiiherculosis  of  Lung.  From  a boy  aged  13;  duration  of  symptoms  ten  weeks. 
(Case  7,  A.  Coomhes,  p.  1C5.) 

The  lung  is  seen  to  be  full  of  tubercular  gi’anulations  ; most  of  them  are  separate.  A few  are  as 
large  as  a mustard-seed,  hut  the  majority  vary  from  that  of  a poppy-seed  downwards.  In  some  of 
the  larger  granulations  caseation  is  occurring,  for  the  most  part  only  in  the  centre,  the  periphery 
being  still,  like  the  whole  of  the  smaller  granulations,  grey  and  semi-transparent  (see  also  fig.  .5). 

The  microscoiiical  appearances  are  depicted  at  XXVIII.  4,  XXX.  3,  4,  and  XXXIV.  1.  See 
description  of  these,  and  also  p.  166. 

Eef. — Phthisis,  p.  GG. 

Fig.  3. — Portion  of  a spleen  that  has  undergone  lardaceous  degeneration.  The  part  to  the  right 
has  been  treated  with  iodine,  and  has  stained  deeply. 

Ptef. — Phthisis,  p.  C6. 

Fig.  4. — Tuhercvlar  Pneumonia  from  the  same  case  (16)  as  fig.  1. 

Portion  of  lung  filled  with  racemose  masses,  similar  to  those  seen  in  the  middle  of  fig.  1,  hut  in 
a more  advanced  stage  of  caseation.  They  are  greenish-yellow  in  tint,  very  opaque  and  granular, 
and  present  numerous  minute  spots  of  softening,  giving  a worm-eaten  appearance  to  the  section. 
This  is  probably  due,  in  part,  to  the  lung  having  been  previously  emphysematous.  Between  the 
nodules  the  lung-tissue  is  infiltrated  with  a firm,  opaque,  greyish  exudation.  For  microscopical 
ajipearances,  see  above. 

Ref. — Phthisis,  p.  117  (2). 

Fig.  5. — Tubercles  of  Lung,  from  the  same  case  (7)  as  fig.  2. 

The  figure  shows  large  and  small  granulations,  many  of  them  aggregated.  They  are  for  the 
most  part  grey,  but  in  some  of  the  larger  caseation  is  commencing.  For  microscopical  appearances, 
see  above. 

Eef.  —Phthisis,  p.  GG. 

Fig.  6. — Tuhereles  of  Lung,  from  the  same  case  {/6}  as  figs.  1 and  4. 

Dense  aggregations  of  granulations,  with  others  scattered  in  the  neighbourhood.  Where  aggre- 
gated, they  are  opaque  and  granular  ; many  present  a minute  point  of  softening  in  the  centre.  For 
microscopical  appearances,  see  above. 

Eef. — Phthisis,  p.  70. 


PLATE  IX. 

Tubercles  and  Tubercular  Pneumonia. 

Fig.  1. — Caseating  Tuhereles  and  Tubercular  Pneumonia.  Duration  of  symptoms  seven  months, 
with  a recent  acute  exacerbation.  {Case  17,  T.  Ellsom,  p.  179.) 

Lung-tissue  with  grey  pneumonic  infiltration,  granular  in  section,  through  which  caseous  spots 
ibh)  are  thickly  scattered,  breaking  down  into  irregular  cavities  with  caseous  walls.  Some  of  these 
spots  {aa)  are  small  and  rounded  in  shape,  resembling  tubercular  granulations  that  have  undergone 
caseation. 

The  microscopical  changes  are  shown  at  XXVI.  7,  and  XXXVIII.  5 and  6.  See  description  of 
these,  also  p.  180. 


Eef. — Phthisis,  pp.  74,  IIG. 
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Fig.  2. — Tnhercalar  Pneiunoiiia,  from  the  same.  . 

Extensive' tracts  of  dnll-grey  pneumonic  consolidation  are  shown  at  a u.  It  is  firm,  uniform, 
and  smooth  on  section.  At  hh  are  areas  of  caseating  lobular  pneumonia.  The  pulmonary  tissue 
elsewhere  shows  in  places  an  earlier  stage  of  the  diffuse  pneumonia  ; the  interlobular  septa  are 
thickeiibd.  In  the  lowest  part  of  the  tigure  is  a cavity  w'hich  has  apparently  been  formed  by  the 
lireaking  down  of  the  diffuse  intiltration,  and  smaller  cavities  are  seen  here  and  there  in  the  more 
recent  intiltration.  For  microscopic  appearances,  see  above. 

Kef. — Phthisis,  pp.  G8,  71. 


Fig.  3. — Fncinnonic  Infiltration  in  Chronic  Phthisis.  [Case  2i , Goirlin(j,  p.  187.) 

Portion  of  the  lower  lobe,  presenting  firm,  grey,  pneumonic  infiltration  and  densely  massed  groups 
of  indurated  and  caseous  granulations. 

The  microscopical  changes  are  described  at  p.  187. 

Eof. — Phthisis,  p.  G8. 


PLATE  X. 

TuiiERCULAR  Pneumonia;  Indurating  and  Caseous  Tuberculosis. 

Figs.  1-T. — Nodular  cascatioit  in  diffuse  2)neninonic  infiltration. — From  a case  of  chronic  phthisis 
of  three  years’  duration.  {Case  iO,  Ifk  Griffin,  p.  183.)  The  microscopical  appearances  are  shown 
in  XXXVI.  and  XXXVII.  See  description  of  these,  also  pp.  184-6. 

Fig.  1. — A portion  of  lung  the  seat  of  pneumonic  infiltration,  red  below  hut  becoming  grey 
above,  in  which  is  a caseous  mass  (a),  due  to  the  aggregation  of  nodules.  The  outlines  of  these 
can  be  traced  in  the  outer  portion,  and  their  centres  are  softening  into  minute  cavities,  while  in  the 
middle  of  the  mass  the  tissue  has  broken  down  so  as  to  constitute  an  excavation  with  a caseous 
and  somewhat  smuous  wall. 

Kef. — Phthisis,  pp.  C8,  73,  74,  95,  98,  IIC. 

Fig.  2. — From  a part  in  which  the  diffuse  infiltration  is  iron-grey  in  colour  from  the  develop- 
ment of  pigment.  The  caseous  nodules  {a  a)  contained  in  it  are  small  in  size,  irregular  in  shape,  and 
surrounded  by  a zone  of  pigmentation.  At  h more  diffuse  caseation  is  seen,  apparently  occurring 
in  the  pneumonic  basis. 

Kef. — Phthisis,  pp.  68,  95,  98,  116. 

Fig.  3 shows  the  process  of  formation  of  a cavity  (</)  by  the  breaking  down  of  caseous 
nodules  (such  as  h)  imbedded  in  the  pneumonic  infiltration,  here  reddish-grey  in  tint.  The  soften- 
ing of  coalesced  nodules  occurs  especially  w'he:e  they  are  in  contact,  so  as  to  produce  a sinuous 
cavity  with  nodular  caseous  walls.  On  the  left,  this  communicates  with  a bronchus,  the  wall  of 
which  has  ulcerated  into  the  cavity. 

Kef.— Phthisis,  pp.  68,  73,  74,  79,  95,  99,  119. 

Fig.  4. — The  portion  of  lung  here  shown  presents  further  illustrations  of  the  processes  shown  in 
the  preceding  figures.  The  diffuse  pneumonic  infiltration  is  greyish-red  in  tint,  and  in  it  are 
caseous  nodules,  a few  miiiute  and  round,  but  most  {a  a)  irregular  in  shape.  Cavities  are  seen,  as 
at  h,  produced  by  the  process  shown  in  fig.  3 ; the  remains  of  nodules  are  still  seen  in  the  wall  of 
the  branched  cavity  at  c.  Part  of  a larger  cavity  is  seen  on  the  right  edge  of  the  figure,  and  into 
it,  at  h,  a bronchus  opens. 

Kef.— Phthisis,  pp.  68-9.  7C-4,  95,  99,  llC-17,  119. 
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Figs.  5 and  6. — Indurating  Tuberculosis.  Duration  of  definite  symptoms  nine  months,  l)ut 
previous  disease  probable.  (Case  26,  E.  Heath,]).  194.) 

The  microscopical  changes  are  shown  in  XL.  l-(5,  and  XLIII.  6.  See  description  of  these, 
also  p.  195. 

Fig.  5. — EmphysematotLS  lung,  in  which  is  an  irregular  tract  of  iron-grey  indurated  tissue 
crammed  with  firm  opaque  nodules,  varying  in  size  from  a pea  downwards,  most  of  which  are  sur- 
rounded by  a narrow  zone  of  pigment. 

Ref. — Phthisis,  p^i.  06,  70,  73,  94,  97,  1"21. 

Fig.  6. — (From  same  case  as  last  figure.)  Isolated  nodules  of  larger  size,  which  present  an 
opaque  centre  {a  a),  surrounded  by  a defined  zone  of  greyer  tint,  more  or  less  pigmented,  and  firm. 

Ref. — Phthisis,  pp.  66,  71,  8'2,  94. 

Figs.  7-10. — Indurating  and  Gaseating  Tuberculosis.  Duration  of  symptoms  alioiit  two  years. 
(Case  27,  J.  Overall,  p.  196.) 

The  microscopical  changes  are  shown  at  XXXIX.  5 and  6 ; XL.  9,  and  XLIII.  3.  See  de- 
; scription  of  these,  also  pp.  197-9. 

Fig.  7. — A portion  of  lung  that  has  been  injected,  showing  sections  of  lironchi  [aa]  the  walls  of 
which  are  greatly  thickened  by  tissue  that  has  undergone  caseation.  In  some  places  the  peri- 
lu’onchial  growdli  extends  into  the  adjacent  lung-tissue.  In  most  cases  the  inner  surface  is  uniform, 
and  presents  no  evidence  of  ulceration. 

Ref. — Plithisis,  p.  82. 

Fig.  8. — Piamifications  of  a bronchus  [bh)  which  has  been  almost  entirely  obliterated  by  the 
growdh  in  its  wall.  In  it  are  some  cretaceous  nodules,  a a (and  also  //). 

Ref. — Phthisis,  pp.  71,  99. 

j Fig.  9. — Tubercular  granulations  scattered  through  pulmonary  tissue  that  is  the  seat  of  reddish 

I:  pneumonic  infiltration  ; some  of  the  granulations  (5)  are  hard  and  yellowdsh.  Some  larger  nodules 

J are  also  seen  {aa),  with  a puckered  dimpled  depression  in  the  centre.  The  latter  appear  like  bronchi 
] in  process  of  olditeration. 

Ref. — Phthisi.s,  i>p.  66,  82,  99. 

Fig.  10. — Emphysematous  lung-tissue  with  thickened  and  obliterated  bronchi,  containing 
cretaceous  nodules  {bd).  From  the  thickened  walls  fibrous  tracts  extend  into  the  lung-tissue,  some 
as  at  a,  branch  and  pass  to  groups  of  granulations.  At  c a lironchiis  wdth  thickened  wall  has  lieen 
divided  just  after  its  bifurcation.  The  granulations  are  mostly  firm,  grey,  and  pigmented,  but  some 
present  central  opaciDv  At  c a larger  nodule  is  seen,  partly  opaque. 

Ref. — I’htliisis,  ^ip.  66,  70,  74,  82,  99. 


PLATE  XL 

Caseous  Tuuergular  Pneumonia. 

Both  figures  are  from  the  same  case.  Duration  of  symptoms  three  months.  {Case  22,  T. 
I Gardiner,  p.  187.) 

The  microscopical  changes  are  shown  at  XXXIX.  3 : see  description  of  this,  also  p.  188. 

fief. — PhtliRis,  }).  95  ; Sypliilitic  Dis.  j).  127. 

Fig.  1. — Section  through  the  lung,  k large  cavity  is  seen  in  the  ujiper  part  of  the  figure,  witli  a 
dirty-grey,  sloughing  iloor,  and  smaller  cavities  of  the  same  character  are  seen  in  the  lower  part. 
The  pulmonary  tissue  adjacent  is  occupied  by  a greyish-red  ])neumonic  infiltration,  and  elsewhere 
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similcar  change  is  seen.  The  remaining  lung-tissue,  emphysematous,  is  congested  and  was  loaded  with 
serosity ; adjacent  to  some  of  the  cavities,  it  is  bright  red  from  intense  hyperaemia.  Nodules  of 
caseous  character  are  thickly  scattered  through  the  lung,,  for  the  most  part  yellow',  but  some,  in  an 
early  stage,  are  still  reddish,  resembling  in  colour  the  adjacent  diffuse  infiltration,  from  wdiich,  how'- 
ever,  they  are  separated  by  a sharp  line  of  demarcation.  In  some  places,  as  at  d,  the  .caseation 
occupies  areas  of  some  size.  In  other  parts,  as  at/’  and  g,  it  can  be  seen  to  be  formed  by  the  coales- 
cence of  minute  nodules,  which  give  the  margin  of  these  areas,  in  many  places,  a somewhat  race- 
mose appearance.  Large  uniform  caseous  nodules  are  seen  in  some  places,  as  at  a and  h ; the 
former  projects  into  a small  cavity.  The  nodules  are  softening  in  their  centres  (as  at  c)  into  the 
cavities  already  described.  Dilated  bronchi  are  seen  in  places.  No  grey  granulations  could  be 
discovered  in  the  lung. 

Eef. — Phthisis,  pp.  69,  73-4  (2),  117. 

Fig.  2. — The  apex  of  the  other  lung  from  the  same  case. 

Beneath  the  surface  is  a large  caidty  which  has  nearly  reached  the  pleura,  and  the  latter  has 
become  discoloured  as  if  about  to  slough.  Caseous  nodules  appear  at  the  surface  of  the  lung,  and 
some  streaks  of  lymph  indicate  the  pleurisy  that  has  occurred  over  them. 

Eef. — Phthisis,  p.  70. 


PLATE  XII. 

Acute  Phthisis  : Caseous  Pneumonia. 

Duration  of  symptoms,  fourteen  weeks.  (Case  23,  J.  Lloyd,  p.  190.) 

The  lung-tissue  is  infiltrated  throughout  with  pneumonic  exudation,  ash-grey  in  colour  and 
finely  granular.  Through  this^caseous  masses  are  scattered,  imbedded  in  the  infiltration.  Some  of 
these  are  softening  in  the  centre  (as  at  h)  and  tlius  give  rise  to  irregular  cavities  (dd),  with  caseous 
walls  and  lined  with  an  ash-grey  membrane.  In  some  places,  finer,  opaque  granulations  exist, 
aggregated  into  groups  ; some  of  the  larger  tracts  appear  as  if  composed  of  such  smaller  granula- 
tions (a a).  Here  and  there  a group  of  small  nodules  is  imbedded  in  a semi-transparent,  pigmented 
tissue,  and  a narrow’  zone  of  such  tissue  surrounds  many  of  the  larger  discrete  nodules. 

'The  microscopical  changes  are  shown  at  XXXIII. , 2,  5,  6,  and  XXXIX.  1.  See  description 
of  these,  also  p.  190. 

Eef. — Phthisis,  pp.  69,  73,  74  (2),  79,  95,  104,  117  ; Syphilitic  Dis.  p.  127. 


PLATE  XIIL 

Caseous  and  Indur.\tinct  Tubercular  Pneumonia. 

Fig.  1. — Indurating  Tuberculosis,  and,  Tubercular  Pneumonia.  Duration  of  definite  symptoms, 
eight  months.  (Case  28,  TF.  Smith,  p.  199.) 

The  portion  of  lung  figured  presents,  in  its  upper  part,  a glistening,  grey,  semi-transparent 
tissue  (c) , firm  and  resisting,  while  the  low'er  part  presents  a reddish-grey,  more  recent  infiltration 
(a),  more  granular  in  section.  In  both  caseous  nodules  are  scattered,  the  larger  of  which  are  uni- 
form in  outline  and  finely  granular  in  section  : some  are  breaking  down  in  the  centre  (bb).  Small 
cheesy  nodules  are  also  seen,  some  of  them  no  larger  than  miliary  granulations.  Some  of  these  are 
surrounded  by  a zone  of  pigment. 

The  microscopical  apjiearances  of  this  lung  are  shown  at  XXXII.  7-9,  XXXIII.  1,  3,  and  10; 
XXXY.  4-6,  and  XLII.  5.  See  descriptions  of  these,  also  p.  200. 


Eef. — Phthisis,  pp.  68,  71  73,  76  95,  121. 
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Fig.  2. — Infiltrating  Tuber culisation  of  Liver,  from  tlie  same  case  as  fig.  1. 

The  liver-tissue  is  infiltrated  with  tubercular  granulations,  opaque,  and  whitish  in  colour.  Some 
are  as  large  as  a iioppy-seed  or  a little  larger,  but  the  majority  are  minute  specks,  and  are  so 
numerous  that  the  aspect  of  the  . tissue  resembles  that  sometimes  seen  in  leucocythemia,  when 
the  liver  is  infiltrated  by  a lymphoid  growth.  The  microscopical  appearances  indeed  showed  an 
infiltrating  lymphoid  growth,  identical  with  that  described  as  ‘ lymphangiectasis  ’ {see  p.  201). 

Figs.  3 and  4. — Siqiptirating  Tubercular  Pnenmnnia.  Duration  of  chronic  symptoms  uncertain  : 
more  severe  during  three  months.  {Case  i8,  J.  Brodrick,  p.  181.) 

The  microscopical  appearances  are  shown  at  XXXV.  1,  2,  and  3.  See  description,  also  p.  182. 

Fig.  3. — Lung  occupied  by  dense  indurated  cicatricial  tissue  {a  a).  The  bronchi  have  under- 
gone sacculated  dilatation  (hh),  and  their  mucous  membrane  is  intensely  congested.  In  the  indu- 
rated tissue  (esjiecially  in  the  centre  of  the  figure)  are  some  pigmented  caseous  nodules  softening  in 
the  centres,  and  the  softening  of  similar  nodules  has  given  rise  to  the  cavities  that  are  scattered 
through  the  tissue,  some  of  which  communicate  with  bronchi. 

Ref. — Phthisis,  pp.  71,  80,  121. 

Fig.  4. — Low’^er  part  of  the  same  lung,  occupied  by  a greenish,  soft,  puriform  pneumonic  exuda- 
tion {h'),  breaking  down  with  great  readiness.  The  smaller  bronchi  are  ulcerating  into  the  adja- 
cent exudation  (cc).  Throughout  this  tissue  are  soft  nodules  of  greyish-yellow  colour,  apparently 
composed  of  aggregated  granulations,  such  as  can  be  seen  separate  in  other  parts.  These  nodules 
break  down  readily,  and  are,  in  places,  softening  into  cavities  {a  h). 

Ref. — Phthisis,  pp.  119,  121. 


PLATE  XIV. 

Chronic  and  Acute  Phthisis — Indurating  and  Caseating  Tubercular  Pneumonia. 

The  plate  represents  the  lungs  of  two  sisters,  one  of  whom  died  of  chronic  and  the  other  of  acute 
phthisis. 

Fig.  1. — Indurating  Tubercular  Pneumonia.  Duration  of  symptoms  at  least  three  years.  {Case 
25,  M.  Corney,  p.  193.) 

Section  of  indurated  and  contracted  lung-tissue,  infiltrated  with  a grey  pneumonic  exudation 
(fl  u),  and  containing  opaque  indurated  granulations  and  firm  caseous  nodules,  for  the  most  part 
small.  One,  of  larger  size,  is  undergoing  softening  in  the  centre  {h),  and  at  d is  a cavity,  with 
caseous  wall,  which  has  apparently  been  formed  by  the  softening  of  a larger  caseous  mass.  The 
bronchi  present  sacculated  dilatation  {cc),  in  which  cheesy  nodules  are  to  be  seen  in  places. 

Ref. — Phthisis,  pp.  71-3,  70,  80,  121. 


Fig.  2. — Acute  Caseous  Tubercular  Pneumonia.  Duration  of  symptoms,  twelve  months.  {Case  24, 
M.  Hall,  p.  191.) 

The  upper  two-thirds  of  the  lung  figured  consists  chiefiy  of  cavities  and  caseous  nodules,  and 
between  these  the  pulmonary  tissue  is  the  seat  of  pneumonic  infiltration  {a  a),  reddish  or  grey  in  tint 
and  of  semi-transparent  aspect.  The  caseous  nodules  {hh)  are  irregular  in  shape,  and  some  occupy 
a considerable  area ; they  are,  for  the  most  part,  softening  and  breaking  down  into  cavities,  the 
formation  of  which  can  be  traced  from  the  central  softening  of  the  nodules  to  the  large,  irregulai- 
excavations  which  occupy  so  much  of  the  tissue.  Below  the  region  thus  changed  is  a uniform  infil- 
tration {c)  without  any  granular  aspect,  which  passes  into  a semi-opaque  consolidation,  and  this 
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again  into  the  congested  emphysematous  tissue  of  the  base.  In  the  latter  are  some  opaque  nodular 
areas. 

The  microscopical  appearances  are  shown  at  XXXATII.  7 -9 ; see  description  of  these,  also 
p.  192. 

Eef. — Phthisis,  pp.  73-4  (2),  79,95,  117. 


PLATE  XV. 


Tubekcular  Pneumonia  and  Induration  ; Tubercle  of  Bronchial  Glands. 

Duration  of  definite  symptoms,  four  months  {Case  29,  J.  Brown,  p.  201).  The  larynx  is 
figured  at  XX.  3. 


Eef. — Phthisis,  p.  122  ; Syphilitic  Disease,  p.  128. 


Fig.  1. — The  apex  (at  the  low'er  part  of  the  figure)  jiresents  numerous  cheesy  nodules  {h  b h), 
many  of  which  distinctly  consist  of  aggregated  opaque  granulations.  The  nodules  are  softening  in 
the  centre  into  small  cavities.  Those  at  the  extreme  apex  are  surrounded  by  areas  of  granular  red- 
dish pneumonic  consolidation,  and  this,  a little  lower  down  (higher  in  the  figure),  assumes  a distinctly 
nodular  form.  The  remaining  unconsolidated  lung-tissue  in  the  upper  part  was  loaded  with  frothy 
serosity.  The  middle  iiortion  of  the  lung  is  converted  into  fibroid  tissue  (c  c),  extremely  hard,  grey, 
smooth,  and  glistening,  traversed  by  areas  of  deeper  pigmentation.  It  contains  some  caseous 
nodules  (d).  At  its  lower  margin  (upper,  in  the  figure)  are  some  racemose  granulations  {d'),  from 
which  lines  of  fibroid  tissue  extend  into  the  adjacent  tissue.  Numerous  small  cavities  exist  in  the 
indurated  part ; some  of  them  communicate,  by  sinuous  jiassages,  with  the  dilated  bronchi,  which 
have  been  oj>ened  by  ulceration.  The  tissue  of  the  base  is  intensely  congested,  and  in  it  are  masses 
{a  a)  composed  of  small  caseous  nodules,  pigmented  at  the  centre.  Near  these  masses  are  some 
isolated  granulations,  a few  grey,  but  most  of  them  caseous. 

The  microscopical  changes  are  shown  in  XLII.  7,  and  XLIII.  6 ; see  description  of  these,  also 

p.  202. 

Eef. — Phthisis,  p.  71. 

Fig.  2.- — Bronchial  Gland,  from  the  same  case ; enlarged,  congested,  and  presenting  irregular 
white  tracts  and  a few  minute  granulations  («). 

Eef. — Phthisis,  pp.  68-9. 


Fig.  3. — Another  Bronchial  Gland,  from  the  same  case,  enlarged  and  pigmented,  with  yellowish 
tracts  mottled  with  congestion  {a).  At  their  margin  some  granulations  can  be  seen  (ft). 

The  microscoiiical  changes  in  the  glands  are  shown  in  XXXIV.  6 and  7 ; see  description  of  these, 
also  p.  203. 


PLATE  XVI. 

Indurating  Tuberculosis. 

Both  figures  are  from  the  same  case.  Duration  of  definite  symptoms  about  five  months. 
[Case  SO,  M.  A.  Carr,  p.  203.) 

The  microscopical  appearances  are  shown  at  XXXIII.  7 and  8,  XLI.  1-4  ; see  description  of 
these,  also  p.  204. 

Fig.  1. — Outer  surface  of  the  left  lung,  showing  a depressed  and  puckered  ‘ cicatrix  ’ (a),  over  w'hich 
is  a series  of  pleural  adhesions.  The  pleura  at  the  spot  is  congested.  The  depression  was  found 
to  correspond  to  a cavity  the  size  of  a Maltese  orange. 


Eef. — Phthisis,  p.  76. 
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Fig.  2. — Section  of  part  of  the  same  lung.  A considerable  area  of  the  tissue  is  occupied  by 
firm  opaque  nodules  (a),  some  racemose  in  shape;  most  of  them  are  semi-transparent,  but  some 
are  caseous.  In  places  (as  at  h)  there  are  small  nodules  encapsuled  with  a firm,  semi-cartilaginous 
material.  Some  larger  masses  thus  encapsuled  are  caseous  in  the  centre. 

For  the  microscopical  changes  see  above. 

Kef. — Phthisis,  pp.  6G,  76,  121. 


PLATE  XYII. 

Indubating  and  Caseating  Tuberculosis  ; Tubercle  with  Cirrhosis  of  the  Liver. 

Fig.  1. — Indnratinfi  Tuherdes.  Duration  of  symptoms,  two  years.  {Case  3! , J.  Lack,  p.  205.) 

The  figure  shows  the  apex  of  the  lung  firm  and  fibrous,  largely  consisting  of  densely  massed 
indurated  granulations  {a  a).  The  outlines  of  the  constituent  granulations  can  be  traced  through- 
out, but  they  are  most  distinct  at  the  margins,  where  racemose  masses  exist.  Smaller  groups  and 
even  isolated  granulations  are  seen  here  and  there  in  the  remaining  jmlmonary  tissue,  and  at  c c 
are  some  recent  granulations  in  islets  of  lung-tissue  enclosed  within  the  infiltration.  A few  larger 
caseous  nodules  are  seen,  some,  as  h,  with  a small  cavity  in  the  centre.  At  d are  some  more 
recent  nodules,  yellowish-red,  occupying  a considerable  tract,  and  at  the  margin  of  this  are  smaller 
granulations.  Adjacent  to  them,  and  also  to  the  older  granulations  at  the  upper  right  edge  of 
the  figure,  there  appears  to  be  some  diffuse  pneumonic  infiltration.  (See  also  fig.  3.) 

The  microscopical  changes  in  this  lung  are  shown  at  XL.  10.  See  description  of  this,  also 

p.  206. 

Ref. — Phthisis,  pp.  71,  72,  121. 

Fig.  2. — hiduratbuj  Taherctdosis  of  Lung.  Duration  of  definite  symptoms,  four  months.  {Case  33, 
ir.  H.  Coppin,  p.  208.) 

The  figure  shows  a section  of  the  upper  part  of  the  right  lung,  which  consists  of  a dense  fibroid 
tissue  (c  c),  ash-grey  in  colour,  streaked  with  lines.  It  was  almost  cartilaginous  in  hardness. 
Below  this  (in  the  upper  part  of  the  figure),  the  tissue,  equally  firm,  consists  of  groups  of  granula- 
tions fused  together,  intensely  pigmented.  Within  it  are  islets  of  pulmonary  tissue  {a  h),  congested 
at  the  margin.  In  the  apex  (below)  some  small  cavities  and  a dilated  bronchus  are  seen  ; the  former 
have  thick  walls  and  are  surrounded  by  a grey  pneumonic  infiltration,  as  firm  as  the  rest  of  the 
tissue.  The  pleura  is  considerably  thickened. 

The  microscopical  changes  in  this  lung  are  shown  at  XLI.  7,  and  XLIII.  1 and  2.  See  description 
of  these,  also  p.  209. 

Ref. — Phthisis,  pp.  71,  73. 

Fig.  3. — From  the  lower  part  of  the  lung  shown  in  fig.  1.  The  tissue  is  occupied  by  a grey 
pneumonic  infiltration  (u),  in  which  are  opaque  caseous  nodules,  some  small  (5),  others  occupying  a 
considerable  area  (r).  They  soften  into  small  cavities,  with  caseous  walls. 

Ref. — Phthisis,  pp.  71,  121. 

Fig.  4. — Liver,  presenting  cirrhosis  and  tubercles,  from  the  same  case  as  fig.  2. 

The  capsule  is  thickened.  The  tissue  is  firm  and  dense,  and  appears  studded  with  granulations, 
discrete  and  in  patches  varying  in  size  from  a rape-seed  to  a poppy-seed.  The  smaller  ones  exactly 
resemble  miliary  tubercle.  Those  of  larger  size  {a  a)  are  opaque  and  caseous. 
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PLATE  XVIil. 

Indurating  Tuberculosis. 

Fig.  1. — Tuhcrculur  Inditration  of  Lung  and  Dilated  Bronchi.  Duration  of  symptoms  about 
thirteen  months.  {Case  35,  C.  Roberts,  p.  212.) 

The  figure  represents  part  of  the  left  lung,  which  is  almost  entirely  transformed  into  dense 
fibroid  tissue ; the  little  pulmonary  tissue  that  remains  is  traversed  by  fibrous  bands.  Indurated 
granulations  {a  h)  are  scattered  through  the  tissue,  isolated  or  in  groups,  many  {h  h)  pigmented  in 
the  centre.  The  bronchi  are  greatly  dilated  (c  d),  and  intercommunicate,  so  as  to  form  a series  of 
sinuous  cavities.  Their  mucous  membrane  is  congested. 

The  microscopical  changes  are  shown  in  XXXII,  10,  XXXIII.  9 and  11,  and  XLI.  5,  See 
description  of  these,  also  p.  213. 

Ref. — Phthisis,  pp.  72,  80,  97. 

Fig.  2. — Tubercular  Induration,  from  the  same  ease  as  fig.  1. 

The  illustration  is  from  the  right  lung,  and  shows  its  tissue  crammed  with  indurated  granula- 
tions, grey  and  pigmented,  surrounded  by  fibroid  induration,  bands  of  which  traverse  the  pulmon- 
ary tissue.  A few  granulations  are  caseous. 

Ref. — Phthisis,  pp.  70,  97. 

Fig.  3. — Indurating  Tuberculosis.  Duration  of  symptoms,  four  years.  {Case  34,  H.  Cox,  p.  210.) 

In  the  lower  part  of  the  figure  (which  represents  part  of  the  right  lung)  the  tissue  is  occupied  by 
dense  pigmented  fibroid  induration  (a),  from  the  margin  of  which  bands  of  fibres  extend  into  the  adja- 
cent emphysematous  tissue.  In  the  induration  are  numerous  cheesy  nodules,  while  in  the  emphy- 
sematous part  are  groups  of  pigmented  granulations  (c  d),  some  grey,  others  caseous.  Dilated  and 
ulcerating  bronchioles  traverse  the  lung. 

The  microscopical  changes  are  shown  at  XLI.  6 ; see  description  of  this,  also  p.  211. 

Ref. — Phthisis,  pp.  70-72. 

Fig.  4. — Indurating  and  Caseating  Tuberculosis.  From  the  same  case  as  fig.  3. 

Indurated  granulations,  and  also  caseous  nodules  (6  b),  some  softening  («),  lie  in  a grey,  glisten- 
ing, pneumonic  infiltration,  in  jilaces  undergoing  diffuse  caseation.  Dilated  bronchi  (c  g)  ramify 
through  the  tissue,  and  at  places  are  ulcerating.  Some  of  them  are  surrounded  by  a thick  layer  or 
mass  of  caseous  material  (/),  in  which  some  isolated  soft  granulations  are  seen  {d).  From  the 
breaking  down  of  these  caseous  tracts  and  the  ulceration  of  the  bronchi,  sinuous  cavities  (e)  have 
resulted. 

Ref. — Phthisis,  pp.  72,  79,  121. 


PLATE  XIX. 

Indurating  and  Ulcerating  Tuberculosis. 

Both  figures  are  from  the  same  case.  Duration  of  symptoms,  several  years.  {Case  36, 
E.  Hears,  2p.l3.) 

Fig.  1. — Upper  part  of  right  lung.  A large  cavity  is  seen  {b  b),  covered  by  the  thickened  pleura, 
and  lined  by  a caseous  membrane  without  any  distinct  granulations.  In  the  pulmonary  tissue  (which 
is  emphysematous)  firm,  pigmented  granulations  are  scattered,  singly  or  in  groups  {a  a).  Most  of 


Ref. — Phthisis,  pp.  66,  75-76,  121. 
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them  are  semi-transparent,  a few  only  are  caseous.  They  are  smaller  than  those  which  commonly 
constitute  such  groups.  Some  small  cavities  are  seen,  opening  into  ulcerated  bronchi. 

Fig.  2. — From  the  left  lung.  The  pleura  (c  c)  is  extremely  thickened.  Fibroid  tissue  {a  a)  has  re- 
placed the  pulmonary  structure.  A large  cavity  occupies  the  apex,  and  from  it  sinuous  branches 
extend  ; its  walls  are  smooth,  and  lined  by  a thick  false  membrane.  Dilated  bronchi  {h  h)  are  seen 
in  the  fibroid  tissue  which  constitutes  the  rest  of  the  lung. 

The  microscopical  changes  are  shown  in  XXXIII.  4,  XL.  7,  and  XLII.  3 and  4.  See  descrip- 
tion of  these,  also  p.  215. 

Kef. — Phthisis,  pp.  71,  75,  76,  80,  121. 


! 

PLATE  XX. 

Tubercle  of  Bronchi  and  Larynx. 


Fig.  1. — Bronchial  Tubercle.  From  a case  of  Indurating  Tuberculosis  of  Lung.  Duration  of 
symptoms,  four  years.  {Case  37,  A.  Schofield,  p.  215.) 

Dilated  bronchi,  with  extensive  formation  of  tubercles  in  the  mucous  membrane,  some  ulcerating. 
The  intervening  lung-tissue  has  undergone  fibroid  transformation  and  pigmentation  ; it  contains  a 
few  cheesy  nodules,  and  some  small  cavities,  (u)  An  ulcer  in  the  wall  of  a large  dilated  bronchus  : 
it  is  due  to  the  softening  of  a mass  of  caseous  matter,  the  remains  of  which  give  thick  edges  to  the 
ulcer.  Immediately  below  this  is  a large  nodule  in  the  bronchial  wall,  not  yet  softened,  {h)  Yellow 
caseous  nodules  in  the  bronchial  mucous  membrane,  so  thickly  set  as  to  occupy  the  whole  surface  of 
the  bronchus.  The  individual  nodules  are  beginning  to  soften  in  the  centre.  (c)  Opaque  yellow 
granulations,  of  much  smaller  size,  in  the  bronchial  mucous  membrane. 

Kef. — Phthisis,  p.  79. 

Fig.  2. — Tubercular  Ulceration  of  Trachea.  {Case  20,  J.  Thomas,  p.  186.  See  also  Plate  VI. 

fig.  4.) 

The  mucous  membrane  of  the  trachea  is  almost  entirely  eroded  by  extensive  seiquginous  ulcera- 
tion. At  the  upper  part  (below  in  the  figure)  only  small  portions  of  congested  mucous  membrane 
are  left  between  the  ulcers. 


Fig.  3. — Tubercular  Disease  of  Larynx,  Trachea,  and  Glands.  {Case  29,  J.  Broien,  p.  201. 
See  also  Plate  XV.) 

The  figure  shows  ulceration  of  both  vocal  cords,  tubercles  of  epiglottis,  larynx,  and  trachea,  and 
disease  of  the  lymphatic  glands,  {a  a)  Granulations  on  the  under  surface  of  the  epiglottis,  and  in 
the  lower  part  of  the  larynx,  over  the  cricoid  cartilage,  some  small  and  semi-transparent,  others 
larger  and  ojiaque,  while  some  are  even  beginning  to  ulcerate,  {b)  Yellow  opaque  granulations  in 
the  lower  part  of  the  trachea,  extending  into  the  bronchi,  and  so  thickly  massed  as  to  occupy  almost 
the  whole  of  the  surface,  (c  c)  Ulcers  on  the  vocal  cords,  with  thick  everted  edges,  and  caseous 
nodules  in  their  floor,  {d)  Small  lenticular  ulcerations,  mingled  with  opaque  granulations,  scattered 
over  the  congested  mucous  membrane.  A larger  ulcer  is  seen  among  the  granulations  in  the 
( lower  part  of  the  trachea  (above  5) . {e)  Post-tracheal  glands,  much  enlarged  and  congested,  con- 

taining small  grey  and  opaque  granulations  {e)  and  larger  yellow  caseous  nodules  coalescing  into 
I irregular  tracts.  Pigmented  areas  are  also  seen.  Other  appearances  in  the  bronchial  glands  are 
^ shown  also  at  Plate  XV.  2 and  3. 

The  microscopical  aiipearance  of  the  glands  is  shown  in  XXXIV.  6 and  7 ; that  of  the  larynx  is 
shown  in  XXXIV.  2 and  3.  See  description  of  this,  also  p.  202. 


Kef. — Syphilitic  Dis.  p.  128. 
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PLATE  XXI. 

Emphysema  and  Collapse.' 

Fig.  1. — Emphysema  of  Lung.  From  a drawing  by  Sir  Kobert  Carswell.  {Case  44,  p.  223.) 

The  figure  represents  the  summit  of  the  left  lung,  from  which  project  a number  of  emphyse- 
matous vesicles,  ranging  in  size  from  that  of  a pea  to  that  of  a hen’s  egg.  The  latter  has  a lobulated 
appearance,  as  if  due  to  the  coalescence  of  distended  air-cells. 

Fig.  2. — Collapse.  From  Cruveilhier’s  Atlas  d’Anatomie  Pathologique  du  Corps  Humain, 
tome  1,  liv.  xv.  PI.  ii.  fig.  6. 

The  following  is  Cruveilhier’s  description  : — ‘ Both  lungs,  of  large  size,  are  completely  carnified. 
‘ The  lobular  form  is  perfectly  preserved.  Each  lobule  represents  a granulation  analogous  in  ap- 
‘ pearance  to  the  glandular  granulations  of  a cirrhosed  liver.  The  granulations  are  very  easily 
‘ separable  from  one  another ; they  adhere  to  the  lung  by  a vascular  pedicle.’ 

Eef. — -Catarrhal  Pneumonia,  p.  25  ; Collapse,  p.  57. 


Fig.  3. — Collapse.  From  Cruveilhier’s  Atlas.  Ih.  fig.  1. 

The  following  description  of  this  figure  is  obtained  by  the  collation 'of  two  portions  of  Cruveil- 
hier’s text  : — ‘ Lungs  of  a newly-born  child,  dead  forty-eight  hours  after  birth.  . . . They  present 
‘ lobules  and  masses  of  lobules  rendered  impermeable  by  infiltration  of  blood  situated  among  healthy 
‘ lobules.  Section  of  the  left  lung  shows  that  infiltrated  lobules  are  present  in  the  interior  as  well 
‘ as  on  the  surface.  It  is  possible  that  the  change  is  not  only  referable  to  the  period  of  birth  ’ {i.e. 
was  antecedent  to  this). 

Ref. — Collapse,  p.  57. 

Fig.  4. — Collapse.  From  Criiveilhier.  Ih.  fig.  4. 

The  figure  is  thus  described  : — ‘ Lobules  infiltrated  with  blood  and  impermeable  in  three-fourths 
‘ of  their  substance.  Newly-born  child,  natural  delivery,  breech  presentation.  It  appeared  weak, 
‘ and  remained  so  until  death,  which  occurred  at  the  end  of  twenty  hours.  The  lungs  are  imperme- 
‘ able  in  about  two-thirds  of  their  extent.  This  impermeability  is  seen  especially  posteriorly  and  at 
‘ the  base.  It  consists  in  a reddish-black  moist  induration,  which  appears  to  be  an  infiltration  of 
‘ blood  and  of  serosity.  They  very  closely  resemble  the  tissue  of  the  spleen.  Here  and  there  are 
‘ seen  in  the  remainder  of  the  lung  nodules  of  infiltration  {a  a).  I think  that  the  lesion  may  date 
‘ from  the  moment  of  birth.’ 

Ref. — Collajise,  p.  57. 

Fig.  5. — Emphgsema  with  Dilatation  and  Contraction  of  the  Bronchi.  From  a case  of  heart- 
disease,  with  albuminuria  from  contracted  kidneys. 

A large  bronchus  running  along  the  outer  and  jiosterior  part  of  the  lower  lobe  (upwards  and  to 
the  right  in  the  figure)  had  its  wall  thickened  and  its  calibre  narrowed  by  dense  exudation-matter 
lietween  the  pleura  and  the  pericardium,  and  beyond  this  narrowing  it  presented  fusiform  dilatations. 
The  whole  area  supplied  by  the  bronchus  was  in  a state  of  emjihysema,  contrasting  strongly  with 
the  purple  tint  of  the  rest  of  the  lung-tissue,  which  was  loaded  with  serosity,  mottled  with  spots  of 
capillary  haemorrhage,  and  pigmented.  No  bronchial  dilatations  were  found  elsewhere  in  either  lung. 
The  whole  of  this  lung  w'as  firmly  adherent  to  the  parietal  pleura  and  pericardium. 

(a)  Light-coloured  emphysematous  tissue,  {d  d)  Dark  pulmonary  tissue,  {h)  Contraction  of 
bronchus,  (c  c c)  Fusiform  dilatations  of  bronchi. 


The  description  of  this  plate  is  by  the  Authors. 
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PLATE  XXII. 

Potter’s  and  Miner’s  Lungs  ; Brown  Induration  ; Cancer. 

Fig.  1. — Lung  in  Potter's  Phthisis.  Symptoms  existed  for  some  years  ; they  were  severe  during 
six  months.  {Case  38,  C.  Barloic,  p.  216.) 

The  lung  presents  black  masses  of  indurated  tissue,  varying  in  size  from  a pea  to  a hazel-nut, 
and  surrounded  and  separated  by  zones  and  lines  of  paler  condensed  pulmonary  tissue,  and  ap- 
parently by  areas  in  which  the  indurated  tissue  is  mottled  by  black  specks,  {a)  Condensed  pulmo- 
nary tissue  little  jiigmented,  surrounding  a pigmented  mass.  (6)  Deeply  pigmented  tract. ^ 

The  microscopical  changes  are  shown  in  XLIV.  5-7.  See  description  of  this,  also  p.  217. 


Fig.  2. — Lung  in  Miner's  Phthisis.  After  Greenhow,  Trans.  Path.  Soc.  vol.  xx.  plate  ii.  {Case 
39,  p.  218.) 

I The  figure  represents  the  lung  of  a collier.  The  apex,  (below  in  the  figure)  is  consolidated  and 
■ firm,  with  a uniform  smooth  section,  greyish-black  in  colour ; the  rest  of  the  pulmonary  tissue  is 
spongy  but  black, ^witli  a little  mottling  of  dark  grey,  {a)  A large,  irregular  cavity,  {h)  Section  of  a 
bronchial  tube  containing  black  mucus,  (c)  Uniform  consolidation  at  the  apex. 

The  microscopical  changes  are  shown  in  XLIV.  3. 

Fig.  3.  — Brown  Induration,  early  stage.  From  a case  of  mitral  and  aortic  contraction.  {Case 
43,  W.  Thomas,  p.  222.) 

The  figure  represents  part  of  the  left  lung.  The  pulmonary  tissue  is  for  the  most  part  reddish- 
I grey  and  but  little  pigmented,  but  in  the  upper  part  of  the  figure  are  numerous  small  nodules, 

I similar  to  those  shown  in  the  next  figure. 

The  microscopical  changes  are  shown  in  XLIV.  10  and  11.  See  description  of  these,  alsop.  223. 

Kef. — Brown  Induration,  p.  52. 

I 

I 

Fig.  4. — Brown  Induration,  later  stage.  From  the  same  case  as  fig.  3. 

The  illustration  represents  part  of  the  lower  lobe  of  the  left  lung.  The  tissue  is  solidified,  and 
presents  the  appearance  of  a bright  red  ground,  mottled,  with  minute,  slightly  prominent,  specks  of 
reddish- white. 

Ref. — Brown  Indiu'ation,  p.  52. 

Fig.  5. — Cancerous  Growth  in  the  Sheaths  of  the  Vessels;  secondary  to  cancer  of  ovaries.  {Case 
45,  II.  Parsons,  p.  224.) 

The  vessels  of  the  lung  {a  a)  are  greatly  thickened,  rigid  and  white  on  section  ; they  project  from 
the  cut  surface,  so  as  to  resemble  thickened  bronchial  tubes.  The  appearance  is  due  to  a cancerous 
growth  in  their  walls,  chiefly  in  their  outer  and  middle  coats. 

The  microscopical  appearances  are  shown  in  XLV.  1-3.  See  description  of  these,  also  p.  225. 

Ref. — Cancer,  p.  135. 

I Fig.  6. — Infiltrating  Cancer  of  Lung.  {Case  46,  p.  225.) 

The  growth  appears  in  the  form  of  small  nodules,  thickly  set  in  the  pulmonary  tissue,  and 
I closely  resembling  the  caseous  nodules  of  pneumonic  origin. 

The  microscopical  appearances  are  shown  in  XLVI.  4,  5,  6 ; see  description  of  these,  alsop.  225- 

Ref. — Cancer,  p.  134. 


Compare  description  of  the  lung  p.  217- 


248 


DESCRIPTIONS  OF  THE  PLATES 


PLATE  XXIII. 

Pyemia  ; Cancer  ; Infarct  and  Collapse. 

Fig.  1. — Multiple  Infarction  of  Lung-,  due  to  septic  embolism,  from  a thrombus  in  a renal  vein. 
(Case  49,  IF.  Roice,  p.  227.) 

Numerous  small'yellow  nodules  are  seen  through  the  pleura  surrounded  by  an  areola  of  con- 
gestion. 

Kef. — Embolism,  p.  58. 

Fig.  2. — Sarcoma  of  the  Lung  with  Collapse,  and  an  old  infarct.  (Case  48,  Fisher,  p.  226.) 

(a)  A large  lobular  mass  of  malignant  growth,  extending  into  the  lung  from  its  inner  side.  The 
growth  has  an  encephaloid  aspect,  but  its  structure  was  that  of  a small-celled  sarcoma,  and  it  had 
arisen  in  the  posterior  mediastinum,  (h)  An  area  of  necrosis  of  the  pulmonary  tissue,  probably  due 
to  the  occlusion  of  an  artery  by  embolism.  The  necrosed  region  presents  a mottling  of  red,  yellow, 
and  grey,  and  there  is  a white  line  of  demarcation  between  it  and  the  rest  of  the  lung,  (c)  Pulmonary 
tissue  which  has  undergone  collapse,  fibroid  change,  and  pigmentation.  There  was  much  effusion  in 
the  jileural  cavity. 

Kef. — Collapse,  p.  58  ; Embolism,  p.  58. 


PLATE  XXIV. 

Pulmonary  Apoplexy  ; Interlobular  Pneumonia  ; Cancer  op  Lung  and  Bronchial  Glands. 

Fig.  1. — Hmmorrhagic  Infarcts  of  the  Lung  (Pulmonary  Apoplexy).  From  an  unpublished  drawing 
by  Sir  Eobert  Carswell. 

The  figure  shows  parts  of  three  areas  of  recent  infarction.  The  middle  one  exhibits  the  charac- 
teristic wedge-shape  of  the  section,  the  base  of  the  wedge  being  at  the  surface  of  the  lung,  where  it 
forms  a prominence.  The  section  is  of  a deep  purple  colour,  and  finely  granular,  owing  to  the 
effused  blood  filling  the  air-vessels. 

Ref. — Embolism,  pi.  59. 

Fig.  2. — Acute  Interstitial  Pneunwyiia.  From  an  unpublished  drawing  by  Sir  E.  Carswell.  The 
patient  had  suffered  from  chronic  cystitis  ; no  disease  of  the  lungs  was  suspected  (see  p.  42) . 

Distended  lymphatics,  containing  fluid  pus,  are  seen  on  the  surface  of  the  lung.  In  the  cut 
surfaces  the  interlobular  cellular  tissue  is  much  more  conspicuous  than  normal,  and  pale  yellow  in 
colour  (from  infiltration  wfith  pus).  Distended  lymphatics  can  also  be  traced,  passing  to  join  those 
on  the  surface. 

Ref. — Acute  Interstitial  Pneumonia,  p.  42, 

Fig.  3. — Cancer  (Columnar  Epithelioma)  of  Bronchial  Gland,  (Case  47,  P.  Leather,  p.  225.) 

The  gland  is  enlarged,  and  in  its  deeply  pigmented  tissue  are  numerous  soft,  yellowish  nodules 
of  new  growth  (a). 

Fig.  4. — Cancer  (Columnar  Epithelioma)  of  Lung.  From  the  same  case. 

The  figure  represents  the  surface  of  the  lung,  in  the  substance  of  wdiich  masses  of  growth  were 
found,  some  of  which  can  be  seen  through  the  pleura.  Their  position  is  marked  by  the  paler  tint 
of  the  tissue,  by  the  red  injection  of  the  inflamed  pleura,  and  by  the  peculiar  enlargement  of  the 
lymphatics  (a),  which  appear  like  white  cords,  with  moniliform  swellings  (b  c). 

Ref. — Cancer,  pp.  135,  137. 
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§ B.  MICROSCOPICAL  PLATES.  (XXV.  to  XLV.) 

PLATE  XXV. 

Acute  Sthenic  and  Catarrhal  Pneumonia. 

Figs.  1,  2,  3,/ro»i  a case  of  Acute  Pneumonia,  dying  on  the  tenth  day. 

Fig.  1 shows  the  walls  of  the  alveoli  maintained,  and  their  interior  densely  filled  with  a mass 
of  cells,  a h h,  held  together  by  a fihrillated  exudation-matter.  The  walls  of  the  alveoli  are  not 
thickened,  but  the  capillaries  are  dilated ; a few  corpuscles  are  seen  in  the  walls  of  the  alveoli,  c. 
When  more  highly  magnified,  the  appearances  of  these  alveoli  resemble  those  seen  in  fig.  5,  q.  r. 
{Chromic  acid  prep,  x 70  dlam.) 

Eef. — Acute  Pneumonia,  p.  19. 

Fig.  2. — Same  specimen  as  foregoing,  hut  the  chief  mass  of  cells  have  been  jtencilled  out. 
Cells  are  seen,  imbedded  in  a reticulum,  which  is  partly  formed  out  of  the  alveolar  wall,  a a,  large, 
round,  granular  cells,  measuring  from  yvVo  -g-^Vu  diameter;  h,  smaller  cells,  measuring 

gyVo  inch.  {Chromic  acid  j)rep.  x 700  diam.) 

Eef. — Acute  Pneumonia,  p.  19. 

Fig.  3. — From  same  specimen,  showing  a more  advanced  stage  (grey  hepatisation) . The  large 
epithelial  cells  have  entirely  disappeared,  and  they  are  replaced  by  smaller  pyoid  cells,  granular, 
mostly  containing  a single  nucleus,  and  measuring  from  -g-yVir  sAow  inch  in  diameter.  The  walls 
of  the  alveoli  are  seen  unchanged,  except  that  a few  cells,  similar  to  those  seen  in  their  interior,  are 
imbedded  among  the  elastic  fibres.  {Chromic  acid  prep,  x 460  diam.) 

Eef. — Acute  Pneumonia,  p.  19  (2). 

Figs.  4,  5,  Q,from  a case  of  Acute  Gangrenous  Pneumonia,  dying  on  the  twelfth  day. 

Fig.  4 shows  the  alveoli  filled  with  large  epithelial  cells  and  small  round  cells  intermingled, 
a a,  large  epithelial  cells  containing  bipartite  nuclei.  The  cells  are  clear  and  hyaline.  (The  tat 
has  probably  been  dissolved  out  by  the  chloroform  used  in  mounting.)  Some  of  them  resemble 
those  seen  in  fig.  9,  a,  h,  c,  d.  They  measure  from  yIth)  to  y-frinr  i-Vjo  “ich  in  diameter.  The 
nuclei  measure  from  ^oVo  to  -suVir  inch,  bb,  large  hyaline  cells  without  a nucleus,  some  of  which 
resemble  t,  fig.  9,  and  represent  ‘ physalides,’  in  which  a large  clear,  ovoid,  or  round  body  nearly  fills 
the  larger  cell,  and  is  surrounded  by  a granular  zone.  These  cells  measure,  on  an  average,  -fgVo 
inch,  cc,  epithelioid  cells  like  a,  granular,  and  with  a single  nucleus,  d d,  small  round  cells  like  /, 
fig.  9,  measuring  from  yfVu  to  3^011  inch,  some  containing  bipartite  nuclei.  In  some  places  these  are 
densely  massed,  ee,  alveolar  walls,  containing  epithelioid  cells.  {Chromic  acid  prep,  x 700  diam.) 

Eef. — Acute  Pneumonia,  p.  19  (2). 

Fig.  5. — From  same.  Margin  of  an  alveolus,  showing  enlarged  epithelioid  cells.  ( x 460  diam.) 

Fig.  6. — From  same.  Numerous  blood-corpuscles,  bb,  are  mingled  with  cells,  a a,  of  the  type 
of  those  above  described.  At  c are  pyoid  cells. 

Eef. — Acute  Pneumonia,  pp.  19,  22. 

Fig.  7.  Acute  sthenic  pneumonia  (Plate  I.).  Date  the  5th  day.  The  lung  was  in  a state  of 
typical  red  hepatisation.  The  cells,  a,  b,  are  of  the  type  of  fig.  3 ; some,  a,  have  bipartite  nuclei  ; 
they  are  imbedded  in  a network  of  fibrin,  c.  ( x 560  diam.) 
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Fig.  8. — From  catarrhal  pneumonia  of  measles.  {See  Coloured  PI.  V.  1 & 4.)  The  cells  massed 
in  the  interior  of  the  alveoli  show  hut  little  fibrinous  network.  They  are  largely  of  the  epithelioid 
type,  a.  Some  of  these  are  of  tyjie  id  Fig.  9,  and  contain  two  nuclei;  the  cells  measure  ^ o^o o > 
the  nuclei  about  -sinnr  inch.  Some,  however,  are  smaller  and  rounded,  probably  of  more 

recent  formation,  and  these  especially  display  multiple  nuclei,  h h.  The  walls  of  the  alveoli  are 
largely  occupied  by  distended  capillaries,  c c.  {Chromic  acid  rep.  x 700  diam.). 

Eef. — Catarrhal  Pneumonia,  p.  28. 

Fig.  9. — Cells  from  Fibrinous  and,  Catarrhal  Pneumonia.  ( x 700  diam.) 

A.  Cells  from  Fibrinous  Pneumonia. 

a,  h.  These  are  among  the  most  common  of  all  the  cells  found  in  acute  pneumonia  at  all  dates 
(5th,  10th,  and  12th  day).  They  may  be  finely  nebulous,  as  here  represented,  or  darker,  with  protein 
molecules  ; a few  show  fat-drops  in  their  interior.  Cells  measure  from  -g-gVo  2 aVir  inch ; nuclei 
measure  to  4-5V0  inch,  but  some  cells  of  this  nature,  with  a single  nucleus,  may  measure  as 
little  as  3-gVo  inch,  with  a nucleus  of  y-jjtrTr  inch,  and  all  gradations  may  be  found  between  the  larger 
and  smaller  sizes,  c,  larger  cells,  apparently  of  the  same  nature  as  a,  h,  with  single  nucleus,  large 
and  hyaline ; cells  measure  -g-oVo  15^00  inch,  the  nuclei  ^Vo  inch.  These  cells  are  found  in  red 
hepatisation  (Plate  I.,  death  on  5th  day),  and  also  in  grey  hepatisation  (Plate  IV.  fig.  3,  death 
on  tenth  day),  d,  a cell  showing  commencing  division  of  an  elongated  nucleus  ; cells  measure 
nucleus,  3-75V0  ^ isVo’  were  found  in  all  specimens  from  the  5th  to  the  12th  day. 
c,  fissiparous  division  of  a cell  like  the  foregoing,  with  three  nuclei  (5th  and  10th  day).  /,  double 
nucleus  in  epithelial-like  cell.  Cell  measures  ytW  inch,  nuclei  -5(^x1  inch  (10th  day),  g,  groups 
of  cells  with  tripartite  nuclei  ; cells  round,  fine  granular,  nuclei  mostly  contain  nucleoli : cells 
measure  from  ytito  io  tuVo  inch  ; nuclei  from  -5 xnnr  titW  inch  (death  on  12th  day),  h,  groups 
of  cells  like  foregoing,  more  epithelioid  in  shape,  with  tripartite  nuclei  (measurements  same  as  g 
(10th  day)  ; found  also  in  hypostatic  pneumonia  (Plate  IIP),  k,  I,  cells  with  nuclei  undergoing 
division;  cells  measure  g-oVo’  nuclei  -eoVo  io  -so-Vir  inch  (10th  day),  m,  large  epithelioid  cell 
with  three  nuclei;  cells  y^Vo>  nuclei  -jgVo  inch  (10th  day).  Small  cells  of  this  nature,  in  which 
the  nuclei  are  situated  more  eccentrically,  may  be  as  small  as  -fwir  oi'  even  ygVo-  and  N'lro  inch. 
n,  large  ‘ placoid,’  with  larger  nucleus  ; cell  measures  iwo)  nucleus  gVtro  (tenth  day),  p,  q, 
pigment-cells  of  the  types  a,  h,  but  enlarged,  with  enlarged  nuclei ; the  cells  may  attain  the  size  of 
yxro-(j>  nucleus  2T)Vo  ! those  here  drawn  had  a size  of  g'oinr-  The  nuclei  gradually  become 
obscured  by  the  pigment  in  the  cell,  but  could  still  be  seen  faintly,  as  in  q (found  in  all  stages 
from  5th  to  12th  days),  r,  pigmented  nuclei,  ti’®®  i^^  alveoli  (12th  day),  r',  pigmented 

nuclei  on  or  in  wall  of  the  alveolus  (12th  day),  s,  t,  rare  forms  of  cells,  probably  mucoid,  in  which 
the  nucleus  gradually  enlarges,  and  finally  fills  the  cells  (‘  physalides  ’ ?)  Cell  measures  -j-gVo  in 

TTnnr  > nucleus,  ■g-xnro'  in  yirow 

B.  Cells  from  catarrhal  pneumonia. 

u,  epithelial  cells  from  chronic  catarrhal  imeumonia.  Cells  measure  xiVir  in  length  by  in 
width  ; nucleus  ^Vir  inch,  from  same,  similar  cells  to  «,  with  multiple  nuclei.  In  the 

nuclei  are  enlarged  to  g-oVir  inch.  Some  cells,  z?'’,  were  narrow,-measuring  ygVo  Woo"  inch.  In 
some,  fissiparous  division  of  the  nuclei  could  be  seen,  x,  from  same,  a pigmented  epithelioid 
cell  like  r’',  and  of  same  dimensions. 

Ref. — Acute  Pneumonia,  pp.  20,  21 ; Hypostatic  Pneumonia,  ii.  40. 


PLATE  XXVI. 

Catarrhal  Pneumonia  ; Syphilis. 

Figs.  1-4. — Acute  Broncho-pneumonia  in  child.  {Case  4,  Tanner,  p.  160;  and  Col.  PI.  V.  3.) 

Fig.  1. — A dilated  infundibulum,  with  series  of  alveolar  passages  filled  with  debris  of  cells. 
The  total  transverse  diameter  of  this,  at  its  greatest  width,  is  inch.  The  width  of  the  masses 
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a a,  contained  within  it,  averages  about  5V0  of  an  inch.  These  masses  have  no  definite  boundary 
line,  and  they  appear  to  have  separated  in  the  preparation.  In  some  places,  however,  their  margin 
is  better  defined,  as  at  d.  They  consist  of  accumulations  of  cells  of  epithelioid  and  pyoid  types, 
breaking  down  into  debris.  During  this  change  the  cells  appear  to  fuse  into  a granular  mass.  The 
outer  margin  of  this  mass  is  composed  of  collapsed  pulmonary  tissue,  h h,  in  which  are  dilated  capil- 
laries and  a few  pneumonic  cells.  This  collapse  is  apparently  produced  by  the  pressure  exerted  by 
the  distended  infundibulum.  cc,  capillaries.  {Bichromate  of  imtash 'prep. ; stained  luematoxyUn  ; 
Canada  balsam,  x 100  diam.) 

Kef. — Catarrhal  Pneumonia,  pp.  23,  27,  28. 

Fig.  2. — From  same  as  foregoing.  A series  of  terminal  infundibula  filled  with  epithelioid  cells 
breaking  down,  a u u,  infundibula  distended.  iWi,  pleura,  c,  interlobular  septum,  f/,  large  blood- 
vessel. e,  an  alveolar  passage.  / {see  next  figure).  The  septa  between  the  infundibula  are  seen 
occupied  by  distended  capillaries,  but  no  definite  cell-growth  intervenes.  ( x 100  diam.) 

Ref. — Catarrhal  Pneumonia,  jjp.  23,  27,  28. 

Fig.  3 — from  the  spot  in  fig.  2,  marked  / — shows  a portion  of  an  alveolus  filled  with  cells  of 
different  sizes.  Some  are  large  and  epithelioid,  containing  much  pigment,  and  in  them  the  nuclei 
have  disappeared  ; others  nucleated,  measuring  ainnr  ®f  an  inch,  and  some  are  binucleated. 

Besides  these  there  are  numerous  smaller  cells  measuring  to  -g-uVo  inch.  The  general  character 
of  the  change  in  both  these  last  figures  is  that  the  epithelial  cells  break  down,  and  are  partly  replaced 
by  smaller  cells  of  a puriform  type  (but  which  are  not  true  pus-cells,  and  are  probably  of  secondary 
production),  and  the  whole  of  the  cells  bi’eak  up  into  debris  and  become  fused  ( x 460  diam.) 

Ref. — Catarrhal  Pneumonia,  pp.  27-28. 

Fig.  4. — From  another  portion  of  the  same  preparation.  Portion  of  adjacent  alveoli,  showing 
the  enlargement  of  the  epithelial  cells,  a a a,  which  are  finely  granular  : their  outlines  are  becoming 
faint,  and  they  are  breaking  down,  h h,  nuclei  of  capillaries  in  walls  of  alveoli,  c c,  a few  scattered 
round  nuclei  in  walls  of  alveoli.  {Bichromate  of  potash  prep. ; stained  hamiatoxylin  ; Canada  balsam. 

X 460  diam.) 

Ref.—  Catarrhal  Pneumonia,  pp.  27-28. 


Figs.  5 and  6. — Chronic  Lobidar  Bneumonia  following  the  injection  of  mercury  into  the  trachea 
of  a dog,  killed  after  two  months.  Each  figure  probalfiy  represents  a terminal  infundibulum,  as 
shown  by  the  thickened  septum  surrounding  it. 

Fig.  5. — A nodule  which,  to  the  naked  eye,  and  even  with  a low  magnifying  power,  closely 
resembled  a tul)ercular  granulation.  It  is  seen  to  consist  chiefly  of  enlarged  nucleated  epithelial 
cells,  imbedded  in  a reticulum  of  thickened  fibres  ( '?  lymphatics).  The  epithelial  cells  are  large; 
the  majority  are  hyaline  and  measure  a-g-Vir  to  tVtto  inch.  They  mostly  contaiii  l)ut  one  nucleus. 
Pyoid  cells,  bb  (lymphatic  ?),  appear  in  the  reticulum,  and  in  some  places,  cc,  agglomerate  into 
denser  masses,  d,  rows  of  such  cells,  e e,  thickened  septum,  composed  of  a reticulum  of  filires  in 
which  small  cells  are  iml)edded.  {Chromic  acid  prep. ; stained'  carmine;  gum  dammar,  x 460). 

Fig.  6. — A nodule  similar  to  the  foregoing  but  in  a more  advanced  stage  of  fibroid  change. 
The  epithelial  cells  have  in  great  measure  disappeared,  but  traces  of  them  are  to  be  seen  at  a. 
The  small-celled  growth  is  al)undant  at  b,  imliedded  in  a reticulum  which,  at  c,  shows  broader 
fibres,  d d,  thickened  septum  with  fusiform  nuclei  and  long  fibres.  {Chromic  acid  prep. ; stained 
carmine;  gum  dammar,  x 4ii0  diani.) 

Fig.  7. — Pneumonia  in  tubercular  subject;  ‘catarrhal  pneumonia’;  ‘desquamative  pneu- 
monia.’ {Case  17,  Ellsom,  p.  I 79,  and  Col.  PI.  IX.  1 and  2,  see  also  Plate  XXXYIII.  figs.  5 and 
6.)  The  preparation  is  taken  from  a,  fig.  2. 
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The  figure  shows  two  adjacent  alveoli  filled  with  large  epithelioid  cells,  a,  measuring  from  ^oVo 
to  xsVtt  ii^ch-  They  are  densely  packed  and  assume  polyhedral  forms  from  mutual  pressure ; a 
few  smaller,  round,  mono-nucleated  cells  are  also  seen.  Nuclear  growth  is  commencing  in  the  walls 
of  the  alveoli  at  c.  {Chrvmic  acid  prej). ; stained  carmine  ; gum  dammar,  x 700  diam.) 

Kef. — Phthisis,  pp.  95,  105. 

Fig.  8. — Section  of  portion  of  a syphilitic  gumma  in  advanced  stage.  The  tissue  is  almost 
entirely  fibroid.  The  fibres  are,  for  the  most  part,  broad-handed,  homogeneous,  and  highly  refract- 
ing. In  some  places,  however,  they  are  fibrillated.  a a,  remains  of  alveoli  imbedded  in  this 
fibroid  structure,  and  showing  only  fibrillation  of  their  walls,  h h,  remains  of  similar  alveoli 
showing  caseating  epithelium,  c c,  remains  of  epithelium,  probably  from  alveoli  completely 
invaded  by  the  fibroid  growth,  d,  a blood-vessel.  {Chromic  acid  p>rcp. ; stained  magenta ; gum 
dammar,  x 230  diam.) 

Eef.~  Syphilitic  Disease,  pp.  122,  131,  132. 

PLATE  XXVII. 

Pulmonary  Syphilis. 

Ref. — Syphilitic  Disease,  pp.  122,  132. 

Figs.  1 to  5.  —Are  from  preparations  of  a syphilitic  gumma,  kindly  lent  me  by  Dr.  Goodhart, 
and  drawn  and  published  with  his  permission. 

Fig.  1. — Shows  a portion  of  the  remains  of  an  alveolus,  filled  with  a small-celled  growth. 
These  cells  are  imbedded  in  a reticulum,  by  the  thickening  of  which  broad-handed  fibres  are 
produced  while  the  cells  disappear,  a a,  small-celled  growth  in  reticulum,  h h,  thickening  of 
fibres  of  reticulum,  c,  one  of  many  places  where  groups  of  small  cells  are  seen  imprisoned  among 
the  broad  hands  of  the  fibres  of  the  reticulum,  d,  c,  gradual  disappearance  of  the  small  cells 
among  the  broader  fibres.  /,  g,  spaces  where  the  small  cells  remain  as  single  or  double  nuclei  in 
the  interstices  of  the  fibres,  h h h,  these  cells  are  assuming  a stellate  form  with  branching  pro- 
cesses (lymph-canalicular  system  or  blood-vessels  ? ) k,  a band  where  the  cells  appear  as  oval 
nuclei.  I,  fully-formed  fibrillated  tissue.  ( x 460  diam.) 

Kef. — Syphilitic  Disease,  jj.  130. 

Fig.  2. — From  same,  a,  part  of  an  alveolus  where  epithelioid  growth  still  remains,  h,  small- 
celled  growth  like  fig.  1.  cc,  gradual  thickening  of  reticulum,  d,  reticulum  where  the  small-celled 
growth  has  disappeared,  e e,  highly  refracting  broad  bands  of  fibres,  in  the  meshes  of  which  remains 
of  small-celled  growth  are  included.  In  some  places  the  cells  are  seen  as  single  or  double  nuclei. 
If,  stellate  cells  with  branching  processes.  ( x 460  diam.) 

Ref. — Phthisis,  p.  113 ; Syphilitic  Disease,  p.  130. 

Figs.  3,  4,  5. — From  same,  show  the  formation  of  a lymph-canicular  system  in  the  midst  of 
the  broad  bands  of  fibres. 

Fig.  3. — The  fibroid  mass  has  become  almost  filled  with  a uniform,  highly  refracting  tissue,  in 
which  the  remains  of  the  bands  are  still  seen,  separated  only  by  branching  lacume  resembling 
those  of  tendon  or  bone,  a a a,  branching  lacume  with  many  radiating  tubular  processes,  and  con- 
taining each  a single  cell  (a  nucleus  ? ).  5,  a similar  one  imbedded  in  a broad  fibrous  band,  c,  a 

series  of  such,  communicating  by  their  branching  processes,  dd,  a series  of  branching  processes 
in  which  the  nuclei  are  seen,  e,  a lacuna  without  a nucleus.  ( x 460  diam.) 

Fig.  4. — A portion  where  the  small-celled  growth  has  proceeded  to  the  formation  of  fibroid 
tissue,  closely  resembling  that  seen  in  the  early  stage  of  periosteal  ossification.  (Compare  Quain’s 
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‘ Anatomy,’  edited  by  Schafer,  1876,  ii.  p.  96.)  a a,  broad  bands  of  fibres,  hh,  stellate  cells  with 
thickened  walls,  c,  round  nuclei  included  in  the  broad  bands  of  fibre,  cl,  a single  elongated 
nucleus  included  in  a band  of  fibre.  ( x 460  diam.) 

Fig.  5. — Three  adjacent  broad  bands  of  fibres,  a,  central  band,  h h,  two  others  almost  entirely 
filled  with,  and  separated  only  by,  the  long  processes  (tubules)  of  the  lymph-canalicular  system, 
c e,  two  large  stellate  cells  (lacunae)  with  nuclei  in  their  interior,  d d,  long  processes  given  off  from 
these,  e,  a similar  lacuna,  jiartially  imbedded  in  a broad  fibre.  /,  gradually  disappearance  of  a 
lacuna  in  the  fibre-growth,  g,  a round  cell  with  short  processes,  imbedded  in  a broad  fibre. 
( X 700  dicim.) 

Figs.  6 and  7. — From  Dr.  Greenfield’s  drawings  of  a case  of  syphilitic  pneumonia  (‘Path.  Soc. 
Trans.’  xxvii.  jil.  hi.  reprinted  by  permission.  See  Case  32,  p.  229). 

Fig.  6. — A rough  sketch,  under  low  iiower,  to  show  the  arrangement  of  the  fibrous  septa  and 
partial  obliteration  of  the  walls  of  the  air-cells. 

Ref. — Syphilitic  Disease,  p.  131. 

Fig.  7. — Shows  the  margin  of  one  of  the  fibrous  septa,  with  bands  of  fibrous  tissue  running 
between  the  alveoli,  the  walls  of  which  are  somewhat  thickened,  but  the  epithelium  is  normal. 
{Hartiiack,  oc.  3.  ohj.  8.) 

Ref. — Phthisis,  pp.  113,  118;  Syphilitic  Disease,  pp.  131,  132. 


PLATE  XXVIII. 

Acute  Tubekculisation  ; Lungs  op  Children. 

Fig.  1. — Shows  the  pyramidal  form  sometimes  assumed  by  single  granulations.  Section 
reaching  surface  of  lung.  The  granulation  appears  to  correspond  to  an  ultimate  lobule,  a, 
terminal  bronchiole,  the  walls  of  which  are  invaded  by  the  small-celled  growth,  h,  dense  fibroid 
capsule  (the  thickened  interlobular  septum),  showing  small-celled  growth,  which  is  more  marked 
at  c.  d,  pleura,  ee,  adjacent  alveoli,  some  containing  large  epithelial  cells.  /,  around  mass,  stain- 
ing deeply,  for  the  most  part  amorphous,  but  still  (in  the  preparation)  showing  traces  of  nuclei. 
It  measures  inch,  is  surrounded  by  a thickened  wall,  and  is  probably  a giant-cell.  The  adjacent 
alveoli  show  penetration  of  the  injection  (distended  capillaries)  from  which  the  tubercle  is  free. 
(Injected  chromic  acid  prep. ; stained  osmic  acid ; gum  dammar,  x 100  diam.) 

Ref. — Phthisis,  p.  102. 

Fig.  2. — Acute  tubercle,  lung  of  child.  Two  very  small  grey  granulations,  side  by  side,  under  the 
pleural  surface,  which  limits  the  figure  below,  a a,  lobules  partly  pneumonic,  h h,  round  masses 
which,  by  a higher  power,  are  seen  to  be  giant-cells  of  the  type  of  those  shown  in  XXXII. 
1,  c,  and  2,  a.  (Injected  and  chromic  acid  prcp)aration ; stained  osmic  acid;  gum  dammar. 
X 100  diam.) 

r Ref. — Phthisis,  pp.  102,  11.5,  118. 

Fig.  3. — Acute  tuhcrcle,  lung  of  child.  The  figure  shows  the  lobular  form  of  the  tubercle,  but 
with  extension  of  small-celled  growth  to  adjacent  alveoli,  a a,  pyramidal  mass  of  tul)ercle.  c,  central 
portion  of  an  alveolus  still  showing  pneumonic  processes ; the  small-celled  growth  invades  the 
whole  of  the  remaining  tissue,  d,  a giant-cell,  c,  a vessel  with  perivascular  thickening.  In  all 
these  three  first  specimens  (injected)  the  larger  vessels  are  seen  to  ])enetrate  the  tubercles,  but 


254 


DESCRIPTIONS  OF  THE  PLATES 


the  capillaries  are  obliterated,  hh,  sections  of  bronchioles  surrounded  by  small-celled ■ growth. 
{Injected  ; chromic  acid  in'eparation ; stained  osmic  acid;  gum  dammar;  x 80  diam.  Tuffen  West,  delt.) 

Eef. — Phthisis,  p.  102. 

Fig,  4. — Acute  Miliary  Ttiherculosis lung  of  child.  {Case  7,  Coomhes,  p.  165,  and  Col.  PI.  VIII. 
2 and  5,  also  XXX.  2 and  4,  and  XXXIV.  1.)  The  figure  shows  the  form  in  which  early  stages  of 
disseminated  tubercle  are  found  in  the  alveolar  tissue,  a,  growth  around  an  interlobular  bronchiole. 
The  whole  of  the  adjacent  alveoli  are  implicated,  forming  a solid  nodule,  while  thickening  extends 
into  the  neighbouring  alveolar  walls.'  h h,  similar  thickenings  of  the  alveolar  walls  with  small- 
celled  growth,  c,  similar  thickening  combined  with  much  jiigmentation.  d d,  granulations  of  alveolar 
origin  (terminal).  The  traces  of  alveolar  structure  are  still  apparent,  the  centres  being  lighter  in 
tint  from  pneumonic  accumulation  with  degeneration.  {Chromic  acid  preparation ; stained  osmic 
acid.  X 480  diam.  Tuffen  West,  delt.) 

Eef. — Phthisis,  p.  102  ; Syphilitic  Dis.  p.  132. 


Fig.  5. — Child's  lung ; acute  tuhcrculisation.  The  figure  shows  the  manner  in  which  miliary 
granulations  are  grouped  along  an  interlobular  septum,  e e.  Each  granulation  represents  a lobule. 
a a a,  granulations,  many  of  which  were  found,  by  a higher  magnifying  power,  to  have  a pneumonic 
centre,  b h,  thickening  of  the  alveolar  walls,  c,  fusion  of  two  round  granulations,  with  a thicken- 
ing of  adjacent  alveoli  into  a larger  and  more  uniform  mass,  d,  the  lumen  of  a bronchiole  sur- 
rounded by  infiltrated  alveolar  tissue.  The  capillaries  are  seen  to  be  obliterated  as  the  thickening 
advances,  and  to  be  completely  obstructed  in  the  granulations.  {Chromic  acid  preparation,  x 80 
diam.  Tuffen  West,  delt.) 

Eef. — Phthisis,  p.  103  ; Syphilitic  Dis.  p.  132. 

Fig.  6. — Acute  miliary  tuhcrculisation,  child.  {Case  6,  Policy,  p.  163,  and  Coi.  PI.  VI.,  also  XXX. 
5.)  Diffuse  caseation  of  ‘ tubercular  pneumonia.’  Large  tracts  are  converted  into  amorphous  or 
granular  debris,  in  which  the  outlines  of  the  alveoli  are  still  visible,  for  the  most  part  with 
thickened  walls,  a.  In  numerous  places  where  the  process  is  less  advanced,  when  examined  with  a 
higher  power,  the  whole  of  the  change  is  seen  to  be  attended  with  a small-celled  growth  m the 
alveolar  walls  and  septa,  while  the  interior  of  the  alveoli,  which  are  narrowed,  is  occupied  by 
epithelial  cells  of  various  sizes,  mingled  with  nuclei,  and  with  the  small-celled  growth  from  the  walls. 
The  proportion  of  small -celled  growth,  and  of  intra-alveolar  pneumonic  change,  varies  considerably. 
No  pneumonic  process  appears  to  precede  the  thickening  of  the  wall,  and  at  the  margins  where  it  is 
proceeding,  the  alveoli,  h,  are  occupied  by  large  cells  (the  ‘ desquamative  imeumonia  ’ of  Buhl).  The 
capillaries  perish  early.  Portions  may  apparently  persist  long  in  this  state,  only  slowly  midergoing 
a granular  disintegration,  and  a quasi-fibroid  change  ensues,  c,  as  in  fig.  8.  {Chromic  acid  prep. ; 
stained  osmic  acid  ; gum  dammar,  x 80  diam.  Tuffen  West,  dell.) 

Eef. — Phthisis,  pp.  94,  114  (2),  118. 

Fig.  7. — Acute  tuherculisation  {same  case).  The  figure  shows  group  of  alveoli  occupied  by  epi- 
thelial (pneumonic)  proliferation  in  their  interior,  a a,  wuth  great  thickening  of  the  walls  by  a small- 
celled  growth,  thus  gradually  narrowing  the  lumen  of  the  alveolus.  At  5 is  a giant-cell.  The 
capillaries  are  obliterated  as  the  change  proceeds.  This  is  probably  an  earlier  stage  of  figs.  6 
and  8.  {^Chromic  acid  prep.,  injected,  and  stained  with  osmic  acid  ; Tuffen  West,  delt.  x 100.) 

Eef.— Phthisis,  pp.  107,  114,  117,  118. 

Fig.  8. — Acute  tuherculisation  {same  case).  A later  stage  of  the  process  shown  in  fig.  7,  and  a 
variation  of  that  seen  in  fig.  6.  The  process  is  diffuse,  not  limited  to  lobules.  It  consists  in  the 

' Compare  this  with  Dr.  Shepherd’s  Plates  I.  and  II.  Pulmonary  Consumvtion ; also  with  H6rard  and  Cornil,  Phthisia 
Pulmotiaire,  figs.  5-8,  pp.  110-113. 
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conversion  of  the  lung-tissue  into  a finely  fibrillated  and  granular  texture,  in  which,  when  examined 
with  a higher  power,  are  seen,  irregularly  mingled,  large  and  small  cells.  In  some  places,  however, 
the  texture  shows  no  traces  of  cell-structure,  but  only  an  amorphous,  granular,  and  fibrillated  mass. 
The  outlines  of  the  alveoli  are  for  the  most  part  maintained.  {Chromic  add  pi-ei:).  x 80.  Tvffen 
JJ^est,  delt.) 

Eef. — Phthisis,  pp.  94,  113,  117. 

Figs.  9 and  10. — Acute  tubercle  {same  case).  The  figures  represent  diffuse  thickening  of  the 
pulmonary  tissue,  invading  the  walls,  and  in  some  places  obliterating  the  cavities  of  the  alveoli. 
The  latter  could  elsewhere  be  seen  with  a higher  power  (not  represented  here)  to  he  filled  with  en- 
larged epithelial  cells,  but  this  is  not  constant.  In  parts  the  alveoli  are  dilated  (10,  a a)  and  their 
walls  are  thickened.  The  growth  can  also  be  seen  proceeding  around  the  bronchioles  (10,  h h). 
With  a higher  power  this  thickening  is  seen  to  depend  on  a small-celled  growth  invading  the  walls 
(indicated  in  fig.  10).  With  this  are  mingled  some  larger  cells,  and  also  cells  containing  pig- 
ment. The  growth,  in  some  places,  passes  into  a finely  fibrillated  and  granular  texture,  in  which 
nearly  all  traces  of  cell-formation  are  lost  (fig.  9) , and  which  is  similar  in  nature  to  that  described 
in  figs.  6 and  8.  {Chromic  acid  prep. — fig.  9 x 60,  fig.  10  x 80.  Tuffen  West,  delt.) 

Ref.— Phthisis,  pp.  107,  117. 


PLATE  XXIX. 

Acute  Tubebculisation  ; Lung,  Child.  {Case  8,  Shinivtick,  see  p.  167,  and  also  Plates  XXX.  9, 

XXXI.  1-6,  and  XXXII.  1 and  6.) 

Figs.  1 to  5 represent  sections  at  various  depths,  through  what,  to  the  naked  eye,  appeared  to 
be  a single  grey  granulation,  in  the  lung  of  a child  dying  of  acute  tuberculosis.  ( x 80  diam.) 

Fig.  1. — The  most  superficial  section,  nearest  the  pleural  surface,  shows  a structure  similar  to 
figs.  5,  6,  7,  Plate  XXVIII.  a a a,  alveolar  structure  of  lung  still  apparent.  The  walls  are  thickened, 
and  there  is  in  some  places  an  accumulation  of  the  epithelium  in  the  interior  of  the  alveoli,  hbh, 
portions  where  the  tissue  is  becoming  more  dense  and  homogeneous,  through  the  infiltration  of  a 
small-celled  growth  ; the  alveolar  structure  is  less  distinct,  c c,  sections  of  a few  large  blood-vessels. 

Fig.  2. — Section  rather  deeper  than  the  foregoing.  The  apparent  single  tubercle  is  seen  to 
correspond  to  an  aggregation  of  several  nodules,  a and  b correspond  to  similar  parts  of  fig.  1.  The 
structure  of  each  is  more  homogeneous,  and  the  centre  of  h is  tending  to  pass  into  molecular  debris, 
c,  remains  of  alveolar  structure  invaded  by  small-celled  growth,  d d,  central  portions  of  alveoli 
densely  filled  with  epithelial  and  small-celled  growth  intermingled. 

Figs.  3 and  4. — The  same  condition  more  advanced  in  solidification  and  partial  caseation. 
a a a,  portions  of  the  granulation  where  the  alveolar  structure  still  remains,  contaming  large 
epithelial  and  small-celled  growth,  h h h,  portions  where  this  is  more  dense,  c c,  remains  of  alveolar 
structure,  with  thickened  walls,  intervening  between  the  granulations,  d d,  centres  of  granulations 
becoming  caseous,  e,  lines  of  fibrillated  structure  with  amorphous,  granular  texture,  between  the 
granulations. 

Fig.  5.- — The  same  in  a still  more  advanced  condition.  The  centres  of  the  masses,  d d,  have 
become  still  more  extensively  caseous,  and  the  fibrillation  of  the  intervening  spaces  more  distinct. 
Another  small  granulation,/,  in  an  earlierstage  of  formation,  is  seen  growing  in  juxtaposition  to 
these.  (The  other  reference  letters  have  the  same  significance  as  in  the  last  figure.) 
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Fig.  6. — Another  mass  of  tubercle,  from  the  same  lung,  is  seen  to  be  composed  of  a series  of 
centres  a a a,  where  the  alveoli  are  crowded  with  large  epithelial  cells,  mingled  with  small-celled 
growth.  These  are  surrounded  by  the  alveolar  wall  h b,  thickened  with  small-celled  growth.  At 
c c are  spots  where  the  centres  of  the  alveoli  are  fused  into  a homogeneous  mass,  surrounded  by  a 
thickened  zone  (giant-cells  ?)  ; at  d is  a spot  where  the  last-named  process  is  progressing ; e,  fihril- 
lated  tissue  between  the  granulations. 

{All  the  figures  in  this  plate  are  from  a chromic  acid  p>rep>aration,  stained  loith  osmic  acid,  x 80 
diam.,  and  drawn  by  Mr.  A.  T.  Hollick.) 


PLATE  XXX. 

Acute  Tubercle  ; Lungs  of  Children. 

Figs.  1 to  4. — Acute  tuberculisation.  The  figures  show  the  structure  of  a fully  developed  single 
tubercle. 

Fig.  1. — a,  the  central  portion,  consisting  of  a granular  mass,  showing  only  traces  of  nuclei, 
cells,  and  fibres.  The  granular  character  is  seen  to  be  extending  outwards,  into  both  the  nuclei  and 
reticulum  which  compose  the  remainder  of  the  tubercle.  The  structure  of  the  rest  is  seen  to  consist 
of  cells  and  nuclei,  b,  imbedded  in  a reticulum,  c.  This  reticulum  is  homogeneous  and  refracting  in 
some  parts,  with  broad  bands.  (In  the  figure  it  is  more  fibrillated  than  in  the  original  specimen.) 
The  cells  are  round  and  somewhat  ovoid.  (In  the  outer  parts,  not  here  represented,  were  a few 
remains  of  alveoli  containing  large  epithelial  cells,  as  at  c c,  fig.  3,  and  also  some  similar  to  those  in 
fig.  7.)  {Chromic  acid  prep,  x 700  diam.) 

Ref. — Phthisis,  pp.  84  (2),  94,  113,  116. 

Fig.  2. — Shows  a section  of  an  alveolus,  looked  into  in  its  entire  depth.  (The  cup-shape  of 
this  was  remarkably  distinct  in  the  original,  more  so  than  is  represented  in  the  drawing.)  The 
whole  wall  of  the  alveolus  is  seen  to  be  changed  into  a reticular  growth,  in  the  meshes  of  which  are 
imbedded  round  nuclei,  a,  ring  of  elastic  fibres  surrounding  the  oiiening  of  the  alveolus.  At 
the  centre,  d,  remains  of  epithelium  are  seen,  breaking  down  into  debris,  b,  a few  capillaries,  where 
the  injection  has  penetrated  at  margin,  c c,  large  vessels.  {Injected  j^rep. ; chromic  acid ; stained 
osmic  acid;  gwm  dammar,  x diam.  reduced  in  drawing.) 

Ref. — Phthisis,  p.  84  (2). 

Fig.  3. — Acute  tuberculisation,  child.  {Case  7,  Coombes,  p.  165,  and  Col.  PI.  VIII.  2 and  5,  also 
XXym.  4,  and  XXXIV.  1.)  The  figure  represents  a granulation  of  the  softer  and  whiter  type.  It 
is  seen  to  include  nuclear  growth  with  epithelial  elements  in  the  interior  of  the  alveoli,  and  some 
large  nucleated  cells  imbedded  in  the  tissue,  a,  the  central  portion  reduced  to  debris,  softening  and 
breaking  down  in  the  middle.  This  shows  remains  of  cells  and  nuclei,  reduced  to  granular  scales,  and 
corresponding  to  the  ‘tubercle-corpuscles’  of  Lebert,  but  they  do  not  resemble  pus -corpuscles  or 
ordinary  exudation-corpuscles.  All  stages  of  transition  may  be  seen  between  these  and  the  nuclei 
and  cells  imbedded  in  the  reticulum.  A few  small  ones  may  be  seen,  to  -jyVo  inch,  which  are 

the  nuclei  of  epithelial  cells,  b,  remains  of  elastic  fibres  which  are  also  seen  indistinctly  in  other 
parts,  c c c,  remains  of  alveoli  containing  large  epithelial  cells,  e,  a part  where  the  granular  dis- 
integration is  advancing.  The  reticulum,  g,  is  less  perfect  and  more  fibrillated  in  this  specimen 
than  in  the  preceding,  and  the  nuclei  imbedded  in  it  are  less  regular  in  outline,  and  often  fusiform 
and  ovoid,  d d,  but  in  some  jiarts  the  reticulum  is  well-formed,  the  cells  distinct,  and  either  round 
or  only  slightly  ovoid  in  shape,/.  {Chromic  acid  prep,  x 700  diam.) 

Ref.— Phthisis,  pp.  93,  95,  113  (2),  115,  116. 
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Fig.  4. — Acute  tuherculisation  {same  case).  A segment  of  a soft  tubercle.  At  a,  the  centre  of 
the  granulation,  is  a mass  of  round  granular  nuclei,  already  undergoing  caseation,  h,  a reticular 
structure  in  which  are  imbedded  round  and  oval  nuclei.  Within  some  of  the  spaces  in  this  reticulum 
two  or  more  nuclei  are  enclosed,  and  these  appear  to  be  undergoing  fissiparous  division.  At  d is 
a terminal  bronchiole,  containing  detritus  and  a few  remains  of  nuclei,  e,  a mass  of  pigmented 
nuclei.  {Chromic  acid  prep. ; stained  osmic  add.  x 700  diam.) 

Ref. — Phthisis,  pp.  94-5,  113. 

Fig.  5. — Acute  tuhercnlisation ; lanp,  child.  {Case  6,  Policy,  see  description  of  XXVIII.  6.)  The 
figure  shows  the  invasion  of  the  walls  of  the  alveoli  by  a tubercular  growth,  mingled  with  an  epithe- 
lial growth  in  their  interior,  in  a part  of  the  lung  the  seat  of  diffuse  infiltration. — a a,  the  outer 
sheath  of  a branch  of  the  pulmonary  artery,  in  which  a diffuse  tubercular  growth  is  proceed- 
ing. At  h,  the  small-celled  growth,  with  a fibrous  reticulum,  is  seen  invading  the  walls  of  ad- 
jacent alveoli.  The  interior  of  these  alveoli,  c c c,  is  seen  to  be  occupied  with  large  epithelial 
cells,  some  with  one,  some  with  two  or  more  nuclei.  The  cells  vary  in  size  from  in.  and  xsVix 
in.  to  -g-yVo  oi‘  yAott  even  -g-oVo  Some  are  smaller,  and  apparently  represent  only  nuclei. 

Cells  are  seen  that  are  finely  granular;  others  contain  fat  drops  (the  ‘desquamative  pneumonia’, 
of  Buhl).  At  some  places,  as  at  c c,  a small-celled  or  densely  packed  nuclear  growth  projects  from  the 
walls  into  the  interior  of  the  alveoli.  This,  at  /,  is  seen  to  be  already  undergoing  granular  degenera- 
tion. At  g,  where  the  growth  has  not  yet  invaded  the  walls,  capillaries  and  their  remains  are 
to  be  seen.  {Chromic  acid  prep. ; stained  osmic  acid,  x 700  diam.) 

Ref.— Phthisis,  pp.  84,  91,  107,  114,  117. 

Fig.  6. — Acute  tuherculisation  {same  case).  From  margin  of  a tract  where  a diffuse  tuliercular 
growth  is  proceeding.  The  figure  shows  the  gradual  obliteration  of  the  capillaries  by  nuclear 
growth  in  their  walls. — a a,  margins  of  an  alveolus  into  which  the  injection  has  penetrated,  h h, 
multiplication  of  nuclei  in  walls  of  capillaries,  c,  a spot  where  the  nuclei  have  become  more  dense. 
d,  an  alveolus  still  containing  epithelial  cells  in  various  stages  of  enlargement,  e,  diffused  nuclear 
growth,  occupying  the  whole  of  the  tissue.  //,  alveoli  occupied  by  nuclear  growth,  but  whose  walls 
are  still  apparent.  {Chromic  add  prej). ; stained  osmic  add.  x 700  diam.) 

Ref.— Phthisis,  pp.  94,  103,  107,  117,  121. 


Fig.  7. — Acute  tuherculisation,  lung,  child  (see  Plate  XXXII.  figs.  2-11).  A group  of  ter- 
minal bronchioles  surrounded  by  reticular  and  nucleated  growth, /j.  The  bronchioles,  u g </,  are 
occupied  by  debris  and  nuclei,  round  and  ovoid,  and  exhibit  a tendency  to  become  filled  with  an 
amorphous  mass.  {Chromic  add  prep,  x 700.) 

Ref. — Phthisis,  pp.  94,  103,  114,  118,  121. 

Fig.  8. — From  same  preparation  as  foregoing.  Margin  of  an  area  of  diffuse  tubercular  pneumonic 
infiltration.  Three  terminal  alveoli,  uuc,  are  occupied  by  enlarged  epithelial  cells  (the  ‘desquamative 
pneumonia’  of  Buhl).  These  cells  in  some  places  are  seen  to  contain  several  nuclei.  Their  out- 
lines become  indistinct,  and  they  tend  to  fuse  into  large  cells  or  masses,  which  may  attain  the  size 
tyVo  I-o  Mo  in.,  and  in  some  places  (not  here  figured)  are  deeply  pigmented.  Smaller  cells  are 
mingled  with  these  at  c.  h h,  nuclear  growth  in  the  walls  of  the  alveoli.  {Chromic  add  prep,  x 700.) 

Ref. — Phthisis,  pp.  94,  114,  118. 

Fig.  9. — From  XXIX.  1,  e,  magnified  400  diam.  Margin  of  a group  of  granulations  forming  a 
single  ‘ tubercle.’  It  shows  the  pulmonary  alveoli,  a a,  filled  with  epithelial  cells  and  nuclei.  Some 
of  the  cells  contain  more  than  one  nucleus.  The  alveolar  walls,  h h h,  are  filled  with  a fibro-nuclear 
growth. 


Ref. — Phthisis,  pp.  84,  85,  114,  118. 
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Fig.  10. — Acute  tuberculisation  ; lung,  child  (same  case  as  fig.  1).  From  the  margin  of  an  irre- 
gular growth  of  tubercle.  At  this  spot  the  injection  had  penetrated  to  the  margin  and  slightly  within 
the  growth,  and  it  shows  that  the  reticulum,  as  at  a a,  is  partly  formed  of  capillaries  and  their 
remains.  At  a a the  Prussian  blue  was  still  present,  but  hh  only  the  glistening  capillary  wall 
exists,  enclosing  round  and  ovoid  nuclei  within  its  meshes.  At  d is  a mass  of  small  nuclei ; at  c the 
obliteration  of  the  capillaries  is  seen  to  be  proceeding  by  the  enlargement  of  ovoid  nuclei  in  them. 
At  c the  reticulum  is  more  fibrillated,  and  at  / is  the  remains  of  an  alveolus.  {Chromic  acid  prep. 
X 700.) 

Eef. — Phthisis,  pp.  94,  103  (2). 


PLATE  XXXI. 

Acute  Tuberculisation. 

Figs.  1-6  from  Case  8,  Shimmick.  {See  p.  167,  and  description  of  XXIX.  1.) 

Fig.  1. — A single  tubercular  nodule  in  the  midst  of  alveolar  tissue.  This  nodule  is  composed  of 
a group  of  alveoli,  probably  representing  a terminal  infundibulum.  In  the  centre  of  each  alveolus 
is  a giant-cell,  of  which  there  are  seven.  Each  of  these  giant-cells  is  surrounded  by  fibrillated 
tissue  containing  elongated  nuclei,  together  with  remains  of  epithelium  and  round  nuclei,  which,  in 
some  places,  as  at  k,  pass  into  amorphous  debris.  The  outer  margins  of  the  nodule  pass  into 
alveolar  tissue  m,  which  is  thickened  with  small-celled  growth.  At  h is  part  of  the  wall  of  a 
vessel.  The  giant-cells  differ  in  appearance  and  size.  Most  are  round  in  shape,  and  contain 
elongated  nuclei  (round  in  transverse  section).  These,  in  some  places,  as  at  a,  c,  g,  are  thickly 
crowded  and  l)lend  into  an  almost  amorphous  mass.  At  h also  they  are  densely  crowded  into  one 
portion  of  the  ‘ cell,’  and  at  d and  e they  are  fusiform,  in  the  centre  of  the  ‘ cell.’  At  / is  a cell  with 
liranching  processes.  At  y,  a process,  composed  almost  entirely  of  fusiform  nuclei,  jjasses  from  the 
cell  into  the  surrounding  tissue.  At  1 1 the  giant-cells  are  blending  with  the  surrounding  reticulate 
filiroid  tissue,  wdiich  is  also  seen  at  i.  The  cells  vary  in  diameter  from  inch,  c,  and  a,  to  yTo) 
{CJiromic  acid  prep. ; stained  lucmatoxylin  ; Canada  balsam,  x 460  diam.) 

Ref.— Phthisis,  pp.  80  (2),  87  (3),  90,  91,  103,  107. 

Fig.  2. — From  same  case.  A single  granulation,  composed  of  remains  of  alveolar  structure, 
and  probal)ly  representing  an  infundibulum.  In  the  centre  is  a large  giant-cell,  a,  elongated, 
measuring  on  an  average  inch  x inch,  containing  oval  nuclei,  and  also  rounded  nuclei  (which 
are  the  oval  ones  seen  endw'ise).  The  nuclei  are  grouped  at  the  periphery  of  the  cell,  the  centre  of 
which  is  occupied  by  amorphous  and  refracting  material,  in  some  parts  finely  granular.  The 
‘ cell’  passes,  at  h,  into  a prolongation  which  loses  itself  indefinitely  in  the  surrounding  tissue  (probably 
curving  out  of  the  section).  At  c is  another  prolongation,  containing  fusiform  nuclei,  and  ending 
in  a series  of  reticulate  digitations,  which  pass  into,  and  blend  with,  the  surrounding  tissue.  At  d d 
are  tw'O  groups  of  fusiform  nuclei,  without  definite  outline,  but  the  upper  one  has  an  amorphous 
margin,  and  looks  as  if  it  w'ere  the  commencement  (or  a portion  of  the  section)  of  a giant-cell.  The 
two  are  separated  by  some  fusiform  fibres.  The  remainder  of  the  ‘ tubercle  ’ is  composed  of  round  and 
fusiform  nuclei,  irregularly  intermingled,  and  in  parts  of  a delicate  reticulum  mingled  with  much 
finely  granular  matter,  and  remains  of  epithelial  cells  passing  into  granular  disintegration.  Such  are 
seen  at  c c,  occupying  the  centres  of  alveoli.  At  ./’is  the  remains  of  an  alveolus  converted  into 
nucleo-fibrillated  tissue.  In  many  places  remains  of  capillaries  are  seen,  as  at  g g,  marked  by  fusiform 
nuclei,  h,  part  of  w'all  of  larger  vessel,  k k,  walls  of  alveoli  thickened  with  nuclear  growth,  m, 
epithelial  proliferation  in  an  adjacent  alveolus.  {Chromic  acid  prep. ; stained  hcematoxylin  ; Canada 
balsam,  x 460  diani.) 

Eef.— Phthisis,  pp.  87  (3),  89-91,  103,  113  (2). 

Fig.  3.— From  same,  show^s  a tubercle  of  the  miliary  (acute  infective  ?)  type,  undergoing  fibroid 
transformation  with  some  caseous  change. — a,  remains  of  eiiithelium  caseating.  This  process 
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extends  into  the  surrounding  fibro-reticular  growth,  h h,  fibroid  change  of  reticulum  into  broader 
bands,  in  which  round  nuclei  (the  remains  of  small-celled  growth)  are  imbedded,  c,  denser 
reticular  growth  of  broad  bands  with  interstices  gradually  narrowing,  and  from  which  the  nuclei 
have  almost  entirely  disappeared,  d,  an  adjacent  alveolus,  w'here  remains  of  epithelium  mingled 
with  fibroid  change  are  still  seen,  e,  epithelium  of  another  alveolus  still  unchanged,  ff,  fibrous 
boundary  of  the  tubercle,  g g,  walls  of  adjacent  alveoli  infiltrated  with  small-celled  growth,  h,  a 
large  giant-cell,  lying  outside  the  tubercle  ; measures  yM  x ttv  inch.  /,  /,  two  other  giant-cells, 
measuring  inch.  {Chroviic  acid  jyrej). ; stained  lucmatoxylin  ; Canada  balsam,  x 2S0  diam.) 

Eef.— Phthisis,  pp.  87  (2),  88,  89  (2),  90,  91,  103,  110. 

Fig.  4. — A group  of  three  giant-cells  in  a tubercle  which  was  composed  of  several  alveoli. — a, 
elongated  cell,  measuring  -g-y^  x inch,  and  giving  off  a prolongation  (h),  which  merges  into 
the  surrounding  reticulum.  The  margins  of  this  cell  are  everywhere  well-defined.  The  nuclei  are 
for  the  most  part  grouped  at  its  periphery.  They  are  chiefly  ovoid  and  fusiform  ; some  are  round. 
The  interior  is  occupied  by  a homogeneous  basis-substance,  c,  another,  also  w'ell-defined,  but 
around  its  margin  are  short  processes,  apparently  the  first  stage  of  the  longer  ones  seen  in  some 
cells.  One  of  these  has  already  blended  with  the  surrounding  tissue.  The  cell  measures  ^ Mrr 
inch. — d,  a much  more  irregular  one,  fused  in  parts,  and  especially  at  the  ends,  with  the  surrounding 
tissue.  Its  elongated  nuclei  are  irregularly  grouped,  e,  a small  mass,  containing  a few  elongated 
nuclei  fusing  with  the  surrounding  tissue,  g,  part  of  the  fibrous  capsule.  The  tissue  is  everywhere 
traversed  by  broad  fibres  assuming  a reticular  form,  in  the  meshes  of  which  round  and  ovoid  nuclei 
are  imbedded.  The  latter,  in  some  places,  run  in  long  lines,  as  at  h.  {Cltromic  acid  p/’cp. ; stained 
hcematoxylin  ; Canada  balsam,  x 4G0  diam.) 

Kef. — Phthisis,  pp.  86,  87  (2),  89,  91,  103. 

Fig.  5. — From  same,  shows  a giant-cell  of  peculiar  form. — a,  a process  passing  into  surround- 
ing nucleated  tissue,  among  which  are  remains  of  epithelioid  cells,  b,  another  elongated  and 
curved  process,  ending  in  a series  of  elongated  nuclei  passing  into  fibroid  tissue,  c ; this  process 
measures  on  an  average inch  in  transverse  diameter.  Aid,  the  giant-cell  passes  into  confused 
fibro-nucleated  tissue,  e,  a band  of  fibro-nucleated  tissue,  apparently  penetrating  into  the  giant- 
cell. The  rest  of  the  cell  shows  the  iieripheral  elongated  nuclei ; otherwise  its  contents  are  homo- 
geneous and  amorphous.  {Chromic  acid  prep. ; stained  luematoxylin  ; Canada  balsam,  x 460  diam.) 

Eef. — Phthisis,  pp.  86  (2),  89,  91. 


Fig.  6. — From  same.  Two  giant-cells,  imbedded  in  a reticulum  in  the  midst  of  a granulation. — 
a,  a very  irregularly  formed  cell,  measuring  yj7T)  x g-^-ginch.  It  shows  at  b c irregular  prolongations 
into  which  the  greater  number  of  the  fusiform  nuclei  are  crowded,  and  these  prolongations  pass 
directly  into  the  reticular  network  which  forms  the  structure  of  the  tubercle.  At  d is  another 
prolongation,  throwing  off  secondary  fibres,  which  merge  into,  and  become  part  of,  the  reticulum. 
The  centre  of  the  cell  is  entirely  amorphous  ; fusiform  nuclei  are  scattered  at  its  periphery,  but 
the  greater  number  are  collected  in  the  processes,  e,  a smaller  cell,  measuring  inch.  It  is 
stellate,  and  its  processes  blend  with  the  reticulum ; at  /,  a broader  process  passes  into  the  sur- 
rounding tissue.  The  fusiform  nuclei  are  both  peripheral  and  central,  gg,  fibroid  network  of 
the  tubercle  in  which  round  and  fusiform  nuclei  are  imbedded.  {Chromic  acid  prep.;  stained, 
hcematoxylin;  Canada  balsam,  x 460  diam.) 

Kef. — Phthisis,  pp.  86,  89. 

Fig.  7. — Caseating  tuberculosis,  acute  phthisis.  {Case  16,  Henshaic,  p.  177  ; Col.  PI.  Till.  1,  3,  4, 
also  XXXVIII.  1,  2,  8.)  The  figure  shows  caseation  invading  a tubercular  area  in  which  quasi- 
fibroid change  had  commenced. — a,  caseous  centre,  finely  granular,  almost  amorphous,  extending 
at  b b into  a fibrillated  texture,  in  which  nuclear  growth  has  almost  disappeared,  c c,  nuclear 
growth  still  apparent  among  stellate  cells,  dd,  remains  of  alveoli  where  nuclear  growth  still 
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persists  among  the  stellate  cells.  Some  epithelial  cells  are  mingled  with  these,  ee,  nuclear  growth 
more  abundant.  {Chromic  add  2)rej). ; carmine,  x 230.) 

lief. — Phthisis,  pp.  110,  116  (3). 

Fig.  8.— Indurating  miliary  tubercle.  {Case  //,  Beale,  p.  172.)  A single  granulation,  consist- 
ing of  a group  of  alveoli,  two  of  which,  a h,  still  retain  their  outlines.— n is  chiefly  fibroid, 
passing  at  the  centre  into  a homogeneous  material ; h shows  remains  of  epithelial  cells  mingled 
with  fusiform  cells,  both  being  more  or  less  granular  and  disintegrating,  c c,  other  alveoli  almost 
entirely  fibroid.  The  fibroid  change  takes  place  by  the  formation  of  broad  fibrillated  bands  of 
different  width,  here  and  there  enclosing  nuclei,  e e,  a belt  of  broad  fibres  (septum),  also  fibrillated, 
surrounding  the  granulations  and  enclosing  nuclei,  which  are  more  apparent  in  the  outer  zone,//. 
{Chromic  add  prci).;  carmine,  x 460  diam.) 

Eef — Phthisis,  pp.  96,  113,  116. 


PLATE  XXXII. 

Giant  Cells  and  Pseudo-Glvnt  Cells. 

Fig.  1. — From  the  same  case  as  figs.  1-6,  plate  XXXI.  {Case  8,  Shimmick,  Acute  Tubercle, 
p.  1(57.)  A giant-cell  round  in  shape,  probably  a transverse  section  of  a lymphatic  cord,  measures 
-piG)-  inch.  It  is  surrounded  by  round  and  fusiform  cells  imbedded  in  fibres.  The  fusiform  cells 
contain  round  nuclei.  {Chromic  acid  j^rej). ; stained  hcenuitoxylin  ; Canada  balsam,  x 700  diam. 

Eef — Phthisis,  p.  89. 


Fig.  1 A. — From  same.  A section  similar  to  foregoing.  The  outline  is  indefinite,  but  at  a it  is 
bounded  by  endothelial-like  cells  seen  in  profile  ( x 700  diam.) 

Eef — Phthisis,  p.  89. 


Fig.  2. — Acute  Tuherculisation,  lung,  child.  (See  Plate  XXX.  figs.  1,  3,  8.) — a,  a very  large 
cell  ’ in  the  midst  of  a soft  granulation  with  epithelial  proliferation — ‘ pseudo-giant  cell.’  The  cell 
measures  inch.  In  it  are  numerous  round  nuclei,  and  it  appears  as  if  formed  by  the  fusion  of 
several  cells.  Around  it  are  cells  imbedded  in  a reticulum,  some  fusiform  {l>),  others  with  indica- 
tions of  multiplication  of  their  nuclei  {c},  others  small,  round,  and  pigmented  {d).  {Chromic  acid 
lire}). ; stained  osmic  acid,  x 460  diam.) 

Eef — Phthisis,  p.  89. 

Fig.  3. — From  same  case  as  fig.  2. — a a giant-cell  with  an  amorphous  centre  of  granular  debris, 
in  which  cell  outlines  are  still  observable.  Outside  a is  a glistening  zone  {h},  homogeneous  and 
sclerotic  (the  ‘ mantel  ’ of  Langhans).  This  zone  is  surrounded  by  a reticular  network,  and  in  this, 
at  c,  is  a thickened  band  in  which  nuclei  are  imbedded.  Total  measurement  of  a h = inch  ; 
mean  width  of  h iiich.  {Chromic  acid  prep. ; stained  osmic  acid,  x 460  diam.) 

Eef — Phthisis,  p.  89. 

Fig.  4. — From  same.  Fusion  of  reticulum  in  centre  of  alveolus  ; the  epithelial  cells  have  entirely 
disappeared. — a,  space  in  reticulum,  h h,  nuclei  of  reticulum,  c d,  reticulum  fusing  with  that  of 
surrounding  tissue.  {Chromic  acid  prep. ; stained  osmic  acid,  x 460  diam.) 


Eef — Phthisis,  p.  89. 
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Fig.  5. — From  same,  proliably  an  earlier  stage  of  a cell  like  the  foregoing  (fig.  4).  The  epithe- 
lium has  almost  entirely  disappeared,  hut  some  cells  persist  at  a ; otherwise  the  floor  of  the  alveolus 
consists  of  a nucleated  reticulum,  the  processes  of  which  blend  with  the  surrounding  fibro-nucleated 
tissue.  {Chromic  acid  2)rep.;  stained  osmic  acid,  x 460  diuHt.) 

Eef. — Phthisis,  p.  89. 

Fig.  6. — From  same  preparation  as  fig.  1,  and  also  Plate  XXX.  fig.  9.  Sections  of  bronchioles 
and  alveolar  passage  forming  ‘ pseudo-giant  cells.’ — «,  elongated  passage  containing  several  large 
epithelioid  cells  and  others  in  act  of  fusion,  c,  another,  where  the  cells  have  broken  down.  The 
wall  of  the  passage  containing  them  hangs,  by  means  of  a few  fibres  (d),  to  the  adjacent  tissue. 
e,  transverse  section  of  another.  /,  another  containing  a few  large  epithelioid  cells  and  amorphous 
matter  (resulting  from  the  lireaking  down  of  other  cells).  <j,  Fibro-nucleated  tissue.  {Chromic  acid 
2)rep.;  stained  osmic  acid,  x 230  diam.) 

Pi,ef. — Phthisis,  p.  90. 

Fig.  7. — A common  appearance  of  giant-cells  in  cases  of  chronic  tuberculisation.  The  ‘ cells  ’ 
surround  a caseous  mass.  {Case  28,  Smith,  p.  119,  Col.  PI.  XIII.  1,  also  XXXIII.  1,  3,  and  10, 
and  XXXY.  4-6.) — a,  caseous  mass,  showing  traces  of  reticulum,  with  nuclei  imbedded  ; much 
pigmented  at  margins.  In  a few  places  traces  of  alveolar  structure  are  still  apparent,  h h,  two 
elongated  giant-cells  with  amorphous  contents,  but  blending  at  their  margins  by  a series  of  pro- 
cesses with  the  surrounding  nucleated  reticulum,  c c,  round  bodies,  amorphous  and  granular,  but 
without  well-defined  margin.  The  whole  is  imbedded  in  a mass  of  broad-banded  fibres.  The  fibrilla- 
tion IS  too  strongly  marked  in  the  engraving.  At  e,  traces  of  alveolar  structure.  //,  remains  of 
nuclei  imbedded  in  these  fibres.  {Chromic  acid  prep.;  stained,  carmine,  (jnm  dammar,  x 230  diam., 
reduced.) 

Eef. — Phthisis,  p^i.  80,  90,  91,  97,  113  (‘2),  115,  116. 

Fig.  8.  — Giant-cells  in  indurating  tuberculosis.  From  same  case  as  fig.  7.  The  figure  shows 
three  alveoli  in  juxtaposition,  with  giant-cells  in  different  stages  of  transformation. — a,  earliest 
stage.  The  ejiithelium  of  the  floor  of  an  alveolus  has  disappeared,  and  in  the  amorphous  ground- 
substance  nuclei  are  scattered.  At  h,  traces  of  reticulum  are  seen  passing  into  the  surrounding 
fibro-nucleated  tissue,  c,  a more  advanced  stage.  The  structures  of  the  floor  of  the  alveolus  are 
completely  fused,  but  still  show  traces  of  reticulum,  which  at  d passes  into  bands  connecting  the 
‘ cell  ’ with  the  outer  floor  of  the  infundil)uhmi.  In  part  of  this,  where  induration  has  not  com- 
menced, are  seen  some  large  epithelioid  cells  still  imbedded,  e.  This  cell  is  much  pigmented,  and 
nuclei  are  scattered  in  its  amorphous  ground-substance.  /,  a more  advanced  stage.  The  processes 
of  the  fused  ‘cell  ’ are  broad,  and  pass  into  the  surrounding  reticulum  (y  (j).  At  h,  they  are  still 
more  distinctly  branched,  with  spaces  between.  The  centre  shows  a few  round  nuclei.  Each  alveolus 
is  enclosed  in  a fibro-nucleated  reticular  tissue.  {Chromic  acid  prep. ; stained  carmine  ; dammar,  x 
460  diam.) 

Fig.  9.--  A giant-cell  passing  into  fibroid  transformation.  From  same  case  as  figs.  7 and  8.  The 
‘cell’  represents,  in  all  probalulity,  the  floor  of  an  alveolus. — a,  centre,  with  fusiform  nuclei  in  a 
group,  imbedded  in  a homogeneous  refracting  material  This  material  at  its  margins  passes  every- 
where into  a series  of  broad  bands,  between  which  are  deep  sjiaces  in  which  nuclei  ai’e  imbedded  as 
in  fibro-cartilage,  h h }>,  and  some  large  cells  apparently  epithelioid.  More  externally  the  meshes 
of  the  reticulum  become  closer  and  denser.  Some  still  contain  nuclei,  d d.  In  some  places,  c 
the  ‘bands’  are  apparently  thickened  capillaides  with  fusiform  nuclei.  {Chromic  acid  prep. ; stained 
carmine  ; dammar,  x 460  diam.) 

Eef. — Phtliisis,  pp.  87,  92,  97. 

Fig.  10. — Pseudo-giant-cells,  from  a case  of  chronic  phthisis.  {Case  35,  Roherts,  p.  212  and 
Col.  PI.  XVllI.  1 and  2,  also  XXXIII.  9,  11,  and  XLI.  5.) — a h c,  three  terminal  bronchioles  in 
juxtaposition ; seen  in  transverse  section,  a,  columnar  epithelium  intact,  b,  columnar  epithelium, 
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crowded  and  granular  in  centre,  c,  columnar  epithelium  at  margin,  but  centre  filled  with  amor- 
phous debris.  {Chromic  acid  j)>'cp. ; stained  carmine ; dammar,  x 460  diam). 

Fig.  11. — Acute  tuherculisation,  child  (see  figs.  2-5).  Early  stage  of  giant-cells  (?)  a, 
branched  cell  with  ‘ processes  ’ blending  with  surrounding  reticulum.  It  contains  two  granular  in- 
distinct nuclei.  (The  outlines  of  these  nuclei  are  somewhat  too  defined  in  the  engraving.)  h c, 
section  of  a terminal  infundibulum,  containing  epithelioid  cells  mingled  with  a small-celled  growth. 
d,  small-celled  growth  imbedded  in  reticulum.  {Chromic  acid  prep. ; stained  osmic  acid,  x 460  diam.) 

Eef. — Phthisis,  p.  89  (2). 

PLATE  XXXIII. 

Giant  Cells  and  Pseudo-Giant  Cells. 

Pig.  1. — Chronic  indurating  tuberculosis.  {Case  28,  p.  199,  Smith,  Col.  PI.  XIII.  1 ; also  XXXII.  7, 
8,  and  XXXV.  4-6.) — a,  giant-cell  forming  in  floor  of  alveolus  (partially  separated  artificially  from 
wall.)  The  figure  shows  the  groups  of  elongated  nuclei  characteristic  of  the  giant-cell.  (A  ten- 
dency to  branching,  like  fig.  3,  was  seen  in  upper  part,  not  figured  here.)  The  eiiithelium  has  disap- 
peared, and  the  ‘ cell  ’ is  forming  in  the  groundwork  of  the  alveolus,  h,  remains  of  round  nucleated 
cells,  d d d,  margin  of  alveolus  with  nuclei  imbedded  in  a reticulum,  c,  part  of  the  reticulum 
attached  to  the  ‘cell.’  {Chromic  acid  prep. ; stained  eddoride  of  palladium,  x 460  diam.) 

Eef. — Phthisis,  p.  8C. 

Eig.  2. — Acute  Phthisis.  {Case  23,  Lloyd,  p.  190,  CoL  PI.  XII.  See  also  5 and  6 ; also  XXXIX. 
1.)  Early  stages  of  giant-cell  ? Group  of  cells  forming  around  a thickened  septum. — a,  stellate 
‘ cell,’  with  numerous  ‘ processes  ’ which  pass  into  the  surrounding  reticulum.  The  contents  of  the 
cell  are  a few  scattered  nuclei  imbedded  in  a homogeneous  basis-substance.  It  measures  inch. 
/),  an  irregular  stellate  cell,  without  visible  nuclei,  and  with  a homogeneous  interior  also  giving  off 
processes  ; measures  xtu-u  in.  c,  a still  smaller  one ; measures  •g-gVir  in.  d,  e,  others  having  same 
characteristics  ; e is  much  pigmented  and  measures  y^Vu  in.  {Chromic  acid  prep.;  stained  carmine ; 
dammar,  x 460  diam.) 

Eig.  3. — Giant-cells  in  fibroid  induration.  {Case  28  Smith.  Eef.  fig.  1.) — a,  a giant-cell  in  which 
the  nuclei  have  almost  disapiieared,  except  in  a few  places  at  the  margins.  The  processes  of  the 
cell  have  become  wide  and  branching,  and  blend  with  the  surrounding  reticulum,  h b.  d,  a large 
epithelium  cell  pigmented,  c,  an  earlier  stage  of  the  giant-cell ; the  structures  in  the  floor  of  an. 
alveolus  have  blended  into  a homogeneous  basis-substance,  in  which  the  fusiform  refracting  nuclei 
are  imbedded.  {Chromic  acid  prep. ; stained  carmine  ; dcunniar.  x 460  diam.) 

Eef. — Phthisis,  p.  89  (3). 

Fig.  4. — Giant-cell  in  fibroid  transformation.  {Case  36,  Mears,  p.  213,  and  Col.  PL  XIX.,  also 
XL.  7,  and  XLII.  3 and  4.)  — a,  giant-cell  in  centre  of  alveolus  (partly  separated  from  the  wall  by 
pressure).  The  ‘ cell  ’ shows  an  amorphous,  slightly  granular  ground-substance,  in  which  are  round 
nuclei,  h,  the  fusiform  nuclei,  c,  elongated  nuclei  along  the  margin  of  the  ‘ cell.’  {Chromic  acid  prep.; 
stained  carmine;  dammar,  x 460  diam.) 

Fig.  5. — {Case  23,  Lloyd  ; ref.  fig.  2.)  The  interior  of  an  alveolus  converted  into  a finely 
granular,  almost  amorphous,  reticular  mass,  in  the  meshes  of  which  remains  of  cells  were  here  and 
there  visible,  5.  {Chromic  acid  prep. ; stained  carmine  ; dammar,  x 460  diam.) 

Fig.  6. — From  same.  {Case  23,  Lloyd.)  A giant-cell  occupying  the  whole  interior  of  an  alveolus. 
The  fusiform  nuclei,  h h,  among  which  is  much  pigment,  are  collected  in  a middle  zone.  The  whole 
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interior  of  the  mass,  as  well  as  the  outer  zone,  a,  is  amorphous  and  finely  granular.  The  outer  zone 
gives  off  numerous  processes,  which  blend  with  the  surrounding  nucleated  reticulum. 

Eef. — Phthisis,  pp.  86,  91. 

Fig.  7. — A giant-cell  in  centre  of  alveolus,  undergoing  fibroid  transformation  {Case  30,  Carr, 
p.  203  ; Col.  PL  XVI.  also  XLI.  1-4.) — a,  cell,  the  centre  of  which  is  homogeneous  and  apparently  con- 
sists of  sclerosed  tissue.  At  the  margin  are  remains  of  nuclei,  h,  imbedded  in  the  thickening  in- 
tercellular substance  which  surrounds  the  rest  of  the  ‘ cell.’  At  c,  the  prolongations  of  the  ‘ cell  ’ 
pass  into  the  broader  bands  of  the  reticulum  of  the  alveolus,  which,  at  e f,  are  more  abundantly 
nucleated,  d,  thickened  fibre-wall  of  alveolus.  {Chromic  acid  jircp. ; stained  carmine;  dammar. 
X 460  diam.) 

Eef. — Phthisis,  pp.  92,  97. 

Fig.  8. — A giant-cell,  in  centre  of  alveolus,  undergoing  fibroid  transformation  and  sclerosis. 
{Case  30,  Carr,  ref.  fig.  7.) — a,  centre  of  cell,  homogeneous,  sclerosed.  The  processes,  hh,  surround 
spaces  from  which  the  nuclei  have  disappeared,  and  at  c there  is  a closer  reticulation,  showing 
traces  of  nuclei.  The  cell  is  separated  (artificially)  from  the  remainder  of  the  alveolar  wall,  and  is 
hounded  by  a thickened  fibroid  margin.  The  rest  of  the  alveolus  is  seen  to  be  formed  of  a reticular 
structure,  in  which  nuclei  are  imbedded,  some  of  which,  d,  are  larger  than  the  others.  {Chromic  acid 
2>rcp.;  stained  carmine;  dammar,  x 460  diaan.) 

Eef. — Phthisis,  p.  97. 

Fig.  9. — A ‘ pseudo-giant  cell.’  {Case  35,  Roberts,  p.  212,  Col.  PI.  XVIII.  1 and  2,  also  XXXII.  10, 
and  XLI.  5.)  The  figure  represents  a mass  of  cells  in  the  interior  of  a bronchiole,  held  together  by 
mucus,  which,  in  separating  from  the  remainder,  has  acquired  a jagged  outline.  There  are,  however, 
no  true  processes,  and  the  nuclei,  a,  are  not  fusiform,  h,  round  cells  on  the  wall  of  the  bronchiole. 
{Chromic  acid  prep. ; stained  carmine,  x 460  diam.) 

Eef. — Phthisis,  p.  90. 

Fig.  10. — A form  of  giant-cell  seen  occasionally  in  indurating  tuberculosis.  {Case  Smith,  ref. 
figs.  1 and  3.) — a,  fusiform  nuclei,  densely  grouped  in  centre  of  cell.  They  are,  however,  smaller, 
and  have  less  distinct  outlines,  than  these  in  cells  of  more  recent  formation  (see  Plate  XXXI.) 
Around  them  is  a margin,  h,  of  homogeneous,  finely  granular  tissue.  The  remarkable  feature  of  this 
cell  (which  is  exactly  repeated  in  other  preparations)  is  a single  broad  process  passing  from  it,  and 
losing  itself  in  the  surrounding  tissue.  The  whole  of  the  margin  of  the  alveolus  (?)  in  which  this  cell 
is  situated  is  densely  fiorillated,  with  a few  scattered  nuclei  interposed.  (Immediately  adjacent  was  a 
broad  tract  of  caseation.)  {Chromic  acid  prep. ; stained  chloride  of  palladiam  ; dammar,  x 460dhi/«.) 

Eef. — Phthisis,  pp.  86,  91,  92,  97. 


Fig.  11. — Pseudo-giant  cell.  {Case  14,  Roberts,  ref.  fig.  9.)  Probaldy  a section  of  a thickened 
bronchus ; the  columnar  epithelium  seen  longitudinally  at  a,  and  endwise  at  c (both  of  these  forms 
could  be  seen  at  all  depths  on  altering  the  focus.)  d d,  homogeneous  fibroid  margin  (thickened 
membrana  propria  ?)  separated  from  the  wall.  The  whole  cell  measured  x yf  y . {Chromic 
acid  prep. ; stained  cldoridc  of  palladium  ; dammar,  x 460.) 

Eef. — Plithisis,  pp.  86,  87,  91. 

Fig.  12. — Elongated  giant-cells  from  indurating  tuberculosis.  From  the  margin  of  an  area  of 
caseous  change.  {Case  10,  Unwin,  p.  170,  and  Plate  XXXIX.  fig.  7.) — a,  b,  elongated  body,  or  possibly 
two  giant-cells,  broken  across  at  c.  a has  the  appearance  of  having  been  originally  a single  cell,  as 
the  fusiform  nuclei  are  grouped  in  a quasi-circular  form  around  a homogeneous  centre,  whereas 
in  b they  are  only  at  one  end,  e.  The  space  extends  around  b,  and  around  the  greater  part  of  a. 
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Total  length  of  a,  h,  P-q  inch  ; breadth  inch.  {Chromic  acid  jirej). ; stained  carmine  ; mounted 
dammar,  x 480.) 

Kef. — Phthisis,  p.  91. 


PLATE  XXXIAh 

Tubercle  of  Lung,  Larynx,  and  Glands. 

Fig.  1. — From  Case  7,  Coomhes,  p.  1G5,  and  Col.  PI.  VIII.  figs.  2 and  5.  Sec  also  XXVIII.  4,  and 
XXX.  3 and  4.)  From  the  lung  of  a child  dying  from  acute  tuber culisation.  An  apparently  single 
soft  granulation  presents  an  irregular  mass,  tending  to  the  pyramidal  (lobular)  form,  of  which  the 
centre  a,  is  nearly  homogeneous,  and  apparently  uniformly  infiltrated.  This,  with  a high  power,  was 
seen  to  be  composed  of  a mingled  epithelial  and  small-celled  growth,  in  which  the  walls  of  the 
alveoli  (mainly  occupied  by  a fibro-niudear  formation)  were  still  apparent.  At  h,  h,  were  portions 
where  the  alveoli,  diminished  in  size,  were  occupied  by  a large-celled  epithelial  proliferation,  and 
their  walls  were  much  thickened  by  a fibro-nuclear  growth.  At  the  margin  of  this,  c c,  were  earlier 
stages  of  the  same  process,  the  alveolar  spaces  being  larger,  but  the  thickening  of  the  walls,  d, 
was  still  apparent.  At  e is  a dense  nuclear  growth,  much  pigmented.  Pigment  was  scattered 
thickly  throughout  the  specimen,  clustered  into  finely  granular  masses  which  were  apparently  filled 
nuclei.  At  ./’ is  a small  ‘ tubercle,’  slightly  separated  from  the  foregoing  ; which,  when  examined  with 
a higher  power,  was  seen  to  have  a structure  identical  with  that  just  described.  {Chromic  acid  prep. 
X 100  diam.) 

Kef. — Phthisis,  pp.  102,  107,  116. 

Fig.  2. — Tubercular  infiltration  of  mucous  and  sulimucous  tissue  of  larynx.  {Case  29,  J. 
Brown,  p.  201,  and  Col.  PI.  XX.  3,  larynx,  and  XV.  XLII.  7,  lung.) — a,  line  of  columnar  eihthe- 
lium,  which  is  shown  in  the  next  figure  (3)  to  be  as  yet  retained,  but  is  in  a condition  of  prolifera- 
tion and  desquamation.  There  is  great  hypersemia,  shown  liy  the  distended  vessels  h h h.  At  a'  c 
are  denser  masses  of  nuclei,  clustered  in  the  tissue  immediately  below  the  epithelial  layer.  At  d d 
are  similar  masses  in  the  deeper  layers,  f f are  sections  of  glands,  with  their  epithelium  intact, 
and  their  centres  free,  showing  that  the  change  in  the  walls  of  the  larynx  is  independent  of  these. 
They  are  surrounded  by  the  same  proliferation  as  occurs  in  the  rest  of  the  tissue,  g,  cartilage. 
{Chromic  acid  prep.  ; stained  chloride  of  palladium,  x 100.) 

Fig.  3. — From  another  portion  of  the  same  preparation  as  the  foregoing,  more  highly  magnified. 
The  epithelial  layer,  a,  is  seen  to  have  a multiplication  of  nuclei  in  the  columnar  cells  and  imme- 
diately beneath  them,  c c.  This  extends  also  more  deeply  into  the  tissue  d.  Below  this  is  fibrous 
tissue,  free  from  nuclear  growth,  which  exists,  however,  still  more  deeply  around  the  follicles  of  the 
glands  c.  hb,  vessels.  {Chromic  acid  prep. ; stedned  chloride  of  palladiwni.  x 500,  somewhat  reduced.) 

Fig.  4. — Tubercle  of  the  larynx  (another  case.)  The  epithelial  surface  has  perished  here.  The 
ulceration  has  extended  to  the  submucous  tissue,  a,  which  is  infiltrated  with  a nuclear  growth. 
h,  orifice  of  gland-duct,  denuded  of  epithelium,  cut  transversely,  e,  gland-duct  tissue  with  its 
epithelium  in  a state  of  proliferation.  (In  some  parts  of  this  preparation  the  follicles  of  the  glands 
were  seen  crowded  with  round  cells,  and  dense  nuclear  growth  surrounded  the  gland-follicles.) 
{Chromic  acid  prep. ; stained  carmine,  x 100.) 

Fig.  5. — Tubercle  in  the  wall  of  a small  bronchus,  from  the  lung  of  a child  with  acute  tubercu- 
losis. In  the  interior  the  ejiithelium  has  nearly  perished,  only  traces  remaining,  and  in  its 
place  is  a layer,  a,  of  amorphous  debris  and  pus-corpuscles.  At  h ulceration  is  proceeding  from 
within.  The  infiltration  with  nuclear  growth  is  seen  proceeding  in  the  whole  thickness  of  the  wall, 
cc;  at  d it  is  seen  invading  the  adjacent  alveoli  (which  were  filled  with  large  desquamating  epi- 
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thelial  cells.)  At  e is  the  wall  of  an  adjacent  alveolus,  in  which  nuclear  growth  is  proceeding. 
(Chromic  acid  prep. ; stained  osmic  acid,  x 230.) 

Kef. — Phthisis,  p.  100. 

Fig.  6. — Tubercle,  bronchial  gland.  (Case  29,  Broicn,  p.  201,  and  Col.  PI.  XV.  see  also  fig.  2.)  The 
trabeculae,  b b,  are  seen  to  be  thickened  with  a small-celled  growth,  a.  (Chromic  acid  prep,  x 460.) 

Fig.  7. — From  the  same  ; an  indurated  part  of  the  gland.  The  lymph-sinuses  have  become 
converted  into  a homogeneous  tissue,  b,  and  the  trabecular  spaces,  c,  remain,  showing  in  parts,  a d, 
nuclear  growth.  ( x 460.) 

These  two  figures  were  originally  engraved  with  the  intention  of  giving  a fuller  series  of  illus- 
trations of  the  changes  in  other  organs  which  accompany  phthisis — an  intention  which  I was  not 
able  to  carry  out. 


PLATE  XXXV. 

Tubercular  Destructive  Pneumonia  ; Indurating  Tuberculosis. 

Fig.  1. — Tubercular  (?)  suppurating  and  ulcerating  pneumonia.  (Case  i8,  Brodrick,  p.  181, 
and  Col.  PI.  XIII.  3 and  4.)  This  figure  is  from  the  infiltrated  portion  of  the  upper  lobe,  with  soft 
granulations  (described  in  the  account  of  the  case,  p.  183,  at  § C.)  It  shows  a large  tract,  infiltrated 
with  puriform  debris,  in  which  the  pulmonary  tissue  is  in  parts  breaking  down,  in  jiarts  under- 
going fibroid  thickening.  The  cells  are  all  small  pus-cells,  some  containing  two  or  more  nuclei. 
The  nuclei  are  distinct,  but  the  cells  are  so  densely  massed,  and  their  outlines  are  so  faint,  that 
the  nuclei  form  the  most  prominent  objects.  The  cells  on  an  average  measure  -iroVo  to  -g-sVii  inch. 
In  some  places,  a a,  the  cells  are  imbedded  in  the  meshes  of  a fine  fibrillation  (fibrinous  pneumonia) 
(see  also  figs.  2 and  3.)  In  other  places  they  are  densely  massed  without  fibrillation  being  apparent 
between  them,  and  in  others,  again,  b b,  the  dense  massing  is  accompanied  with  fibrillation. 
Nuclear  infiltration  of  the  alveolar  wall  occurs  here  and  there,  but  is  not  marked  in  these  tracts, 
and  the  pulmonarj^  tissue  appears  to  perish  early  in  the  suppuration.  Fibroid  thickening  tends  to 
occur  in  the  inter-lohular  tissue  surrounding  such  a tract,  d d.  The  bronchi  passing  through  this, 
e e,  are,  however,  involved  in  the  same  supimrative  process  as  the  alveolar  tissue.' 

Ref.— Catarrhal  Pneumonia,  p.  32  ; Phthisis,  p.  119. 

Figs.  2 and  3. — From  a similar  part  of  the  same  lung  ( x 460).  Fig.  2 shows  the  fihiillated 
reticulum  of  coagulated  fibrin ; fig.  3,  the  cells  imbedded  in  the  reticulum  of  the  alveolar  wall, 
which  is  perishing  in  acute  granular  degeneration.^ 

Ref. — Phthisis,  p.  119. 

Figs.  4,  5,  and  6. — From  a case  of  acute  tubercular  pneumonia  combined  with  fibroid  indura- 
tion. (Case  28,  Smith,  ji.  199,  and  Col.  PI.  XIII.  1,  2 ; also  XXXII.  7,  8,  and  XXXIII.  1,  3,  and  10.) 

Fig.  4. — One  of  the  granulations  which  are  thickly  scattered  throughout  all  parts  of  the  lung, 
and  are  of  variable  size.  (See  also  Plate  XXXII.  fig.  7.)  These  granulations  have  a caseous 
and  finely  granular  centre,  a,  in  which  the  traces  of  cells,  nuclei,  and  a fine  reticulum  are  still 
observable.  At  its  margin,  b b,  epithelial  cells,  containing  much  pigment,  persist.  This  margin  is 
very  dense  and  opaque,  from  a granular  fibroid  change,  and  contains  much  pigment  (not  sufficiently 
defined  in  this  drawing.)  Beyond  it  is  a zone  in  which  the  alveolar  structures  are  becoming  blended 
with  the  granulations  by  a growth  chiefly  fibroid,  /,  but  still  in  parts  showing  traces  of  alveolar  struc- 
ture, c,  while  in  other  parts  the  alveolar  structure  is  lost,  but  groups  of  epithelial  cells  and  nuclei  remain 

' (In  the  description  of  this  and  some  other  figures  in  the  ^ For  the  description  of  the  appearances  connected  with 

plate,  some  discrepancies  may  be  noted  between  the  descrip-  these  changes,  see  the  account  of  the  case  p.  183. 
tion  and  the  lettering  of  the  figure.  See  preface.  En.) 
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imbedded  among  the  fibres.  Outside  this  is  a zone  of  nuclear  growth,  e e,  which,  however,  does 
not  surround  the  whole  granulation.  In  this  zone  are  some  giant-cells.  There  were  only  two  in  the 
preparation,  and  they  were  outside  the  area  of  this  drawing.  They  are  figured  in  a similar  granu- 
lation from  the  same  specimen  at  XXXII.  7.  {Chromic  acid  prep.;  stained  carmin'ate  of  ammonia. 
X 230  diam.) 

Ref. — Phthisis,  pp.  98,  113,  115,  116. 

Fig.  5. — From  an  area  of  destructive  suppurative  pneumonia.  {Case  28,  Smith,  see  above. 
Compare  fig.  1,  Brodrick.)  At  h nothing  is  left  of  the  alveolar  structures  except  the  remains  of 
the  elastic  fibres,  and  a finely  granular  reticulum.  At  c c these  are  more  indistinct,  and  are  re- 
placed by  an  amorphous  granular  matter.  The  whole  is  enclosed  by  a thickening  of  the  inter- 
lobular tissue.  ( X 460  diam.) 

Ref. — Catarrhal  Pneumonia,  p.  32  ; Phthisis,  p.  118. 


Fig.  6. — {Case  28,  Smith.)  A mass  of  nuclear  growth  which  in  some  places  filled  the  whole  of 
an  alveolus,  side  by  side  wfith  other  alveoli  filled  with  desquamated  epithelium.  {Chromic  acid  prep. ; 
in  cari)olic  (fUjcerinc.) 

Ref. — Phthisis,  pp.  85,  94,  96,  117. 

Fig.  7. — Acute  ulcerative  suppurative  pneumonia  (desquamative  tubercular?)  {Case  5,  S.  Brown, 
p.  161  ; Col.  PI.  V.  5).  There  is  no  thickening  of  the  alveolar  walls,  hut  the  elastic  fibres  are  breaking 
down  in  granular  disintegration.  A few  large  epithelial  cells,  a a,  are  seen  imbedded  among  the 
fil)res.  They  measure  ygVo  tbVo  hich.  Smaller  round  nucleated  cells,  h h,  are  also  seen.  These 
measure  -g-oVo  ysVo  inch.  Large  free  nuclei  or  round  non-nucleated  cells,  d d,  are  predominant, 
and  measure  3-770-0  to  -g-g-Vo-  inch.  Lastly,  smaller  nuclei,  c,  are  seen,  but  in  less  abundance,  measur- 
ing  -3-5V0  inch.  The  cells,  h h,  have  all  the  characters  of  pus-cells  and  of  ‘ pyoid  ’ bodies.  The  clear 
round  cells,  d,  are  probably  mucoid  corpuscles.  The  elastic  fibres  persist,  even  where  the  cells  have 
perished  in  granular  disintegration,  but  in  some  places,  they  also  are  destroyed,  e e,  and  a cavity 
results.  There  is  an  entire  disappearance  of  the  capillaries  during  the  process.  {Chromic  acid  prep. ; 
stained  carmine  ; danunar.) 

. Ref. — Phthisis,  p.  119. 


PLATE  XXXVI. 

Acute  Caseating  Destructive  Tubercular  Pneumonia. 

The  whole  of  the  figures  in  this  and  the  succeeding  plate  are  from  the  same  preparations. 
{Case  19,  Griffin,  p.  183,  and  Col.  PI.  X.  1-4.) 

Fig.  1. — ^Nodiiles,  of  various  sizes,  of  destructive  lobular  pneumonia,  occurring  in  the  midst  of 
a tissue  in  which  the  alveolar  walls  are  thickening  by  a diffuse  small-celled  growth,  while  epithelial 
proliferation  takes  place  in  their  interior.  These  lobular  masses,  a d d,  originate  in  changes  akin 
to  those  shown  in  XXXV.  5,  XXXVII.  7,  in  which  a process  akin  to  suppuration  occurs.  The 
layer  near  a is  surrounded  by  a zone  of  fibrillated  tissue,  h,  in  which  nuclei  are  imbedded,  and 
might  be  taken  for  a section  of  a bronchus,  filled  with  inspissated  secretion,  but  traces  of  alveolar 
structure  show  that  it  had  a pneumonic  origin.  Fig.  2 is  the  portion  at  b'  highly  magnified.  The 
nodules  at  d d appear,  when  more  highly  magnified,  to  have  resulted  from  processes  akin  to  XXXVII. 
5,  while  the  nodule  e shows  changes  akin  to  XXXVUI.  3 {Henshaw).  At /the  alveoli  are  filled  with 
epithelial-like  cells,  and  their  walls  thickened  like  XXXVIII.  4 {Ilenshaiv).  In  some  places  the  epithe- 
lium is  passing  into  detritus,  like  XXXIX.  2 (./.  Thomas).  {Chromic  acid  prep,  x 70  diam.  Tuffen 
]Iest,  dclt.) 


Ref. — Phthisis,  ^ip-  95  (4),  98,  116  (2). 
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Fig.  2, — From  h,  fig.  1,  seen  higlily  magnified  (460  diam.)  The  central  part,  a,  passing  into 
detritus,  shows  leucocytes  and  pyoid  bodies,  which  have  almost  lost  their  outlines  and  become  reduced 
to  a granular  amorphous  mass,  h,  c,  a fibrillated  structure,  with  nuclei  and  small  cells  imbedded  in 
the  meshes,  which  everywhere  bound  the  mass  of  caseating  lobular  pneumonia  {a,  fig.  1.) 

Kef. — Phthisis,  pp.  95,  IIG. 


Fig.  3. — Section  of  lung  showing  how  the  pneumonic  processes  are  distributed  over  a consider- 
able area,  become  confluent,  and  pass  into  caseation. — a a a,  spots  of  lobular  confluent  pneumonia, 
presenting  characters  of  XXXVIII.  3 (Henshaw),  and  XXVIII.  8 (Policy),  hh,  spots  where  these 
are  passing  into  complete  detritus,  like  figs.  1 and  5.  c cc,  spots  where  earlier  stages  of  the  fore- 
going are  found  with  characteristics,  in  various  gradations,  resembling  XL.  1-3.  d d,  parts  where 
the  consolidation  is  not  complete,  and  the  process  is  still  in  an  early  stage  of  pneumonic  change, 
the  alveoli  containing  numerous  large  epithelial  cells,  and  their  walls  being  thickened  with  inter- 
stitial growth,  e e,  parts  where  the  thickening  of  the  alveolar  walls  with  interstitial  small-celled 
growth  has  proceeded  to  a greater  degree.  //,  perivascular  and  peribronchial  small-celled  infiltra- 
tion. fi,  a bronchus  whose  wall  is  thickened  with  small-celled  and  nuclear  infiltration ; it  contains 
in  its  interior  a mass  of  inspissated  puriform  secretion,  h,  thickened  pleura,  i i i,  thickened  inter- 
lobular septa.  (Chromic  acid  prep.  x70.  W.  Fox,  delt.) 

Ref. — Phthisis,  px>.  95  (2),  108,  116  (2). 

■ 

ji 

j Fig.  4. — An  area  of  caseating  pneumonia,  surrounded  by  a dense,  uniform,  wide-spread  infiltra- 
tion of  small-celled  growth. — The  pneumonic  areas,  a a,  resemble  those  seen  in  XXXVII.  6,  and  also 
XXXIX.  2 (J.  Thomas),  and  XXVIII.  6 (Policy),  but  in  most  there  is  little  if  any  thickening  of  the 
alveolar  walls.  These  walls  are  distinct,  with  elastic  fibres  persisting,  while  the  cavities  are  occupied 
by  a dense  homogeneous  confluent  granular  debris,  in  which  here  and  there  remains  of  epithelium 

; are  seen.  The  small-celled  infiltration,  h h,  extends  indistinctly  beyond  this,  and  contains  in  parts 
patches  of  amorphous  disintegration  of  pneumonic  character.  (Chromic  acid  prep,  x 50  diam. 
Til  fell  West,  delt.) 

Kef. — Phthisis,  pp.  108,  117  (2). 

Fig.  5. — Suppurative  caseating  pneumonia.  The  figure  shows  the  interior  of  the  alveoli  filled 
with  an  almost  amorphous  granular  mass  composed  of  disintegrating  leucocytes.  The  walls  of  the 
alveoli  persist.  At  h h this  mass  is  seen  breaking  down  in  the  centre,  c c,  pneumonic  areas  whei'e 
the  epithelium  is  still  enlarged  and  filling  the  alveoli.  (Chromic  acid  prep.;  stained  carmine. 
X 50  diam.  Taffen  West,  delt.) 

Kef. — Phthisis,  pp.  95,  118  (2). 

j 

PLATE  XXXVII. 

Tubeucular  Pneumonia. 

t The  figures,  like  those  of  the  foregoing  Plate,  are  entirely  from  Case  iO,  Griffin. 

Fig.  1. — Nuclear  growth  a a,  imliedded  in  a reticulum  growing  in  the  floor  of  an  alveolus.  At  h, 
this  is  seen  proceeding  in  the  course  of  the  capillaries,  which  are  thereby  occluded.  At  c,  the  growth 

■ forms  a denser  mass.  This  is  the  stage  which  precedes,  in  some  places,  the  destructive  changes 
figured  in  the  foregoing  Plate,  d,  d d,  epithelial  proliferation  in  an  adjacent  alveolus.  At  c the 
growth  is  proceeding  in  the  alveolar  wall.  (Chromic  acid  prep,  stained  carmine,  x TOO  diam.) 

Ref. — Phthisis,  pp.  95  (2),  114  (2),  117,  118. 
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Fig.  2. — Changes  similar  to  those  described  in  foregoing  figure,  but  extending  to  a group  of 
terminal  alveoli. — a a a,  alveoli  whose  fioors  and  walls  are  occujiied  by  a small-celled  reticulated 
growth.  The  epithelium  having  disappeared,  the  whole  area  is  bounded  by  the  thickened  inter- 
lolnilar  tissue,  h h b,  wdiich  is  also  infiltrated  with  nuclei.  At  c c are  adjacent  alveoli,  containing 
enlarged  epithelium.  {Chromic  acid  prep. ; stained  chloride  palladiiun.  x 700  diani.) 

Eef.— Phthisis,  pp.  95,  114  (2),  117,  118. 

Fig.  3. — A more  advanced  stage  of  the  changes  seen  iu  the  two  foregoing  figures.  The  jirocess 
of  nuclear  growth  is  passing  into  one  akin  to  suppuration. — a a,  alveoli  filled  with  reticular  nucleated 
growth,  b b,  alveoli  where  the  reticular  character  is  not  ajiparent,  and  the  nuclei  have  now  the 
character  of  leucocytes,  c c,  alveoli  where  these  are  commencing  to  break  down  into  detritus. 
{Chromic  acid  prep,  x 700  diam.) 

Kef. — Phthisis,  pj).  95,  118. 


Fig.  4. — A tract  of  lung  occupied  by  areas  of  destructive  lobular  pneumonia. — a,  an  area  broken 
dowm  in  centre,  resembling  a,  XXXVI.  1.  b,  tracts  resembling  XXXV.  5,  and  a a a,  XXXV.  1 
(Brodrick),  and  in  isolated  spots  like  XL.  4 {Heath),  cc,  similar  lobules  in  earlier  stages,  which, 
surrounded  by  zones  of  indurated  and  pigmented  tissue,  closely  resemble  sections  of  bronchi,  but 
in  other  sections,  at  different  depths  from  the  same  parts,  they  are  seen  to  consist  of  pulmonary 
tissue,  as  shown  by  the  elastic  fibres  of  the  alveolar  w'alls.  d d,  masses  of  infiltration  in  part 
)-esembling  fig.  2,  in  part  fig.  5,  surrounded  by  zones  of  thickened  interlobular  tissue,  e e e,  similar 
tracts,  among  which,  wuth  a higher  magnifying  power,  giant-cells  are  seen.  {Chromic  acid  prep. ; 
stained  carmine;  x 70  diam.;  Taffen  West,  delt.) 

Kef. — Phthisis,  pp.  95  (2),  116. 

Fig.  5. — A nodule  of  lobular  tubercular  pneumonia.  (The  degeneration  of  such  lobules  is  one 
source  of  the  circumscribed  caseous  masses  in  this  lung.) — a a,  remains  of  elastic  fibres,  the  tissue 
being  otherwise  occupied  by  molecular  debris,  b b,  mingled  epithelial  and  small-celled  growth, 
pigmented  and  passing  into  disintegration ; in  some  jilaces  traces  of  capillaries  may  be  seen,  c c, 
a zone  of  reticulated  small-celled  growth,  surrounding  the  lohule.  {Chromic  acid  prep. ; stained 
carmine,  x 4b0  diatn.) 

Kef. — Phthisis,  pp.  95  (2),  96,  113,  115,  116,  119. 

Fig.  6. — From  margin  of  an  area  like  XXXVI.  4 (a  different  specimen),  where  caseating 
pneumonia  merges  into  a diffuse  small-celled  infiltration. — a a,  alveoli  filled  with  amorphous 
granular  debris,  the  remains  of  epithelial  and  pus  cells ; the  walls  of  these  alveoli  are  thickened  by 
an  interstitial  small-celled  and  nuclear  growth,  e e.  At  b this  growth  is  seen  occupying  the  whole 
structure  of  the  alveolus,  and  at  c it  has  obliterated  the  outlines  of  the  walls.  At  d d are  alveolar 
walls  in  which  capillaries  still  persist.  {Chromic  acid  prep. ; stained  chloride  of  palladium,  x 460 
diam.) 

Kef.^Phthisis,  pp.  95,  108,  117  (2),  118  (2),  121. 


Fig.  7. — From  a section  presenting  various  combinations  of  infiltration,  like  figs.  2 and 
5.  The  figure  represents  progressive  thickening  of  the  alveolar  walls  with  a reticulated  nuclear 
growth. — a a a,  enlarged  epithelial  cells,  which  at  b are  mingled  with  small-celled  growth  form- 
ing a projection  into  the  interior  of  the  vesicle.  (In  an  adjacent  alveolus,  not  here  figured,  a 
similar  mass  composed  entirely  of  small-celled  growth  projected  into  the  interior  of  the  vesicle.) 
(•  c,  nucleated  growth  invading  the  alveolar  wall,  d d,  remains  of  capillaries,  e,  mass  of  pigment. 


Kef. — Phthisis,  pp.  108,  117,  121  ; Syphilitic  Disease,  132. 
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PLATE  XXXVIIL 
Acute  Phthisis. 

Figs.  1-4. — Acute  tubercular  pneumonia.  {Case  16,  Ilenshaiv,  p.  117,  and  Col.  PI.  VIII.  1,  4, 
and  6,  also  XXXI.  7.) 

Fig.  1. — Thickening  of  alveolar  walls  with  small-celled  fibre-growth,  gradually  advancing  until 
the  centre  of  the  alveoli  is  occluded.  Some  of  the  open  spaces  in  this  section  probably  represent 
bronchioles.  Comp.  XXVIII.  9,  10.  {Chromic  acid  prep. ; stained  carmine,  x 100  diant.  G. 
Hollick,  delt.) 

Eef. — Phthisis,  pp.  97,  104. 

Fig.  2. — A condition  of  pneumonic  infiltration  abounding  in  this  lung.  The  alveoli,  h h h,  are 
filled  with  an  amorphous  exudation  containing  a few  large  epithelial-like  cells  (see  fig.  4.)  The 
walls  are  thickened  with  a small-celled  growth,  c c.  This  change  prepares  in  part  for  a process 
like  that  shown  in  fig.  1,  (see  an),  and  in  part  leads  to  a caseation  like  fig.  3.  e,  extension  of 
growth  into  the  contents  of  an  alveolus.  {Chromic  acid  jjrep. ; stained  osmic  acid,  x 70  diarn.  G. 
Ilollich,  delt.) 

I Kef. — Phthisis,  pp.  95,  105,  108. 

j Fig.  3. — Caseation  of  tract  like  fig.  2.  It  is  most  advanced  in  the  centre.  In  the  peripheral 
parts,  although  the  cellular  elements  have  perished,  a fibrillar  structure  remains.  ( x 70  diain.) 

Kef. — Phthisis,  p2^.  94,  90,  97,  103. 

Fig.  4. — -From  a portion  of  fig.  3,  more  highly  magnified;  shows  the  walls  of  the  alveoli,  a a, 
infiltrated  with  fusiform  nuclei,  following  the  lines  of  the  capillaries,  which  have  disappeared. 
(These  nuclei,  in  more  advanced  stages,  tend  to  become  round.)  h c,  alveoli  filled  with  amorphous 
exudation,  containing  epithelial-like  cells  of  varied  forms,  and  among  these,  at  c,  a few  pale  leucocytes. 

j {Chromic  acid  prep.  ; stained  osmic  acid,  x 460  diam.) 

1 Kef. — Phthisis,  pp.  95,  105  (2),  107,  108. 

Fig.  5. — Acute  destructive  pneumonia.  {Case  17,  EUsom,  seep.  179;  and  Col.  PI.  IX.  1,  2, 
also  XXVI.  7.)  The  figure  represents  part  of  wall  of  an  alveolus  infiltrated  with  small-celled  growth, 
a,  and  some  large  cells,  resembling  jms-cells,  h.  Large  epithelial  cells,  c,  are  seen  attached  to  it. 
{Chromic  acid  prep,  stained  chloride  of  palladinm.  x 700  diam.) 

Kef. — Phthisis,  pp.  95,  108. 

Fig.  6. — From  same  case  as  foregoing.  Section  of  a group  of  terminal  alveoli,  a a a,  filled  with 
enlarged  epithelial  cells.  Between  these  is  a dense  small-celled  growth,  h d.  {Chromic  acid  prep.; 

i stained  carmine,  x 700  diam.) 

Kef. — Phthisis,  pp.  93,  107. 


Fig.  7. — Acute  caseating  pneumonia.  {Case  24,  Hall,  see  p.  191 ; and  Col.  PI.  XIV.  2.)  Ee- 
pi'esents  a nodule  of  mixed  epithelial  and  small-celled  growth,  undergoing,  in  the  centre,  caseous 
degeneration,  u «,  caseating  centre,  containing  the  remains  of  some  epithelial  cells.  reticu- 

lated nuclear  growth  in  periphery.  {Chromic  acid  prep. ; stained  chloride  of  palladimn.  x 460 
diam.) 

Kef. — Phthisis,  pp.  85,  94,  96,  113,  115-117. 


Fig.  8. — From  same  specimen.  Diffuse  small-celled  growth  invading  alveolar  walls,  and  in 
places  occluding  the  alveoli. — a a,  alveoli  containing  large  epithelial  cells;  these  measure  y^Vti  to 
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-j-sVrr  inch,  hh,  diffuse  small-celled  growth.  {Chromic  acid  ; stained  chloride  of  imlladium. 
X 400  diam.) 

Eef. — Phthisis,  pp.  108,  117,  121  ; Syphilitic  Disease,  p.  132. 

Fig.  9. — Caseous  pneumonia.  From  same  specimen.  (Compare  XXVIII.  6.) — a,  area  of  caseous 
pneumonia,  h c,  obstructed  bronchus  in  neighbourhood.  {Chromic  acid  prej). ; stained  chloride  of 
palladium.  x70  diam.  Tuffen  West,  delt.) 

Eef. — Phthisis,  pp.  95,  118  (2). 

PLATE  XXXIX. 

Eef. — Phthisis,  p.  95. 

Acute  and  Chronic  Tuberculisation. 

Fig.  1. — Caseating  tubercular  pneumonia.  {Case  23,  Lloyd,  p.  190,  and  Col.  PL  XII.,  also 
XXXIII.  2,  5,  6.)  Piepresents  a zone  of  small-celled  infiltration  at  the  margin  of  a caseous  mass 
like  XXXYIII.  3 {Ilenshaw),  and  apparently  originating  like  XXVIII.  7 {Policy). — a,  the  margin  of 
the  caseous  mass,  showing  a reticular  structure  ; the  reticulum,  and  the  small  cells  imbedded  in  it,  are 
passing  into  granular  disintegration,  h,  a more  open  fibrous  structure,  containing  fusiform  fibres 
and  remains  of  capillaries,  c,  a dense  small-celled  and  nuclear  growth  with  a reticulum  intervening. 
(Note  the  resemblance  to  XXXVI.  2 {Griffin).  Chromic  acid  j^rep. ; stained  chloride  of  palladium. 
X 460  diam.) 

Eef. — Phthisis,  pp.  95, 102,  114,  115,  118 ; Syiihihtic  Disease,  p.  127. 


Fig.  2. — Caseating  tubercular  pneumonia.  {Case  20,  J.  Thomas,  p.  186,  and  Col.  PI.  VI.  4.) 
From  margin  of  a caseating  mass  like  XXXAffll.  3 {Ilenshaw),  and  XXVIII.  6 and  7 {Acute  Tuber- 
culosis, Case  6,  Policy). — a a a,  alveoli  filled  with  disintegrating  mixed  epithelial  and  small-celled 
grow’th.  h h,  walls  of  alveoli  thickened  with  reticulated  small-celled  growth.  {Chromic  acid  prep. ; 
stained  osmic  acid,  x 460  diam.) 

Eef.— Phthisis,  pp.  95,  102,  108,  114,  117  (2),  121. 

Fig.  3. — Acute  caseating  tubercular  pneumonia.  {Case  22,  Gardiner,  p.  187,  Col.  PL  XI.) 
Tubercle  from  sheath  of  artery  invading  walls  of  alveoli. — a,  part  of  wall  of  artery,  occupied  by  a 
dense,  round,  small-celled  growth,  mingled  with  fusiform  cells  and  pigmented.  From  this  a bud,  e', 
projects  into  the  interior  of  an  alveolus.  In  the  same  alveolus  is  a mass  of  enlarged  epithelial  cells, 
c.  h h h,  alveoli  filled  with  enlarged  epithelial  cells,  while  their  walls  are  thickened  with  small-celled 
growth  mingled  wdth  fusiform  cells  and  fibres.  / /,  fusiform  fibre-cells,  and  e e,  elongated  nuclei, 
probably  of  capillary  origin.  Compare  with  XXXVII.  7.  {Chromic  acid  prep.;  stained  osmic  acid. 

X 700  diam.) 

Eef. — Phthisis,  pp.  102,  117,  121 ; Syphilitic  Disease,  p.  127. 


Fig.  4. — Acute  tubercular  pneumonia.  {Case  12,  Price,  p.  173,  and  Col.  PL  VI.  1.)  Section 
through  a group  of  caseating  nodules.  These  nodules  are  composed  of  a mass  of  mingled  epithelial 
and  small-celled  growth  (in  which  the  latter  iiredominates)  passing  rapidly  into  granular  detritus, 
and  surrounded  by  fusiform  fibre-cells  and  dense  small-celled  growth,  variously  intermingled. 
Each  nodule  appears  to  represent  an  ultimate  lobule  seen  in  transverse  section,  and  the  growth  of 
such  small-celled  and  fibro-nucleated  tissue  is  disposed  circularly  around  this. — a a,  nodules  in  which 
caseation  is  far  advanced,  but  which  still  shows  traces  of  cell-structure,  h h h,  nodules  with  denser 
accumulation,  but  in  a less  advanced  stage,  c c,  lines  of  fusiform  cells  apparently  of  capillary  origin. 
d d,  dense  infiltrations  of  small-celled  growth,  e e,  epithelial  cells  intersiiersed  amongst  the  last. 
The  neighbouring  alveoli  showed  change  like  XXVIII.  7 and  8,  and  immediately  adjacent  were  large 
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nodules  apparently  formed  out  of  the  confluence  of  those  here  depicted,  and  entirely  amorphous. 
{Chromic  acid  lyrcp. ; stained  cldoride  of  palladiu  m,  x 500  diam.) 

Eef. — Phthisis,  pp.  96,  102,  108,  115. 

Fig.  5. — Nodules  of  mingled  epithelial  and  small-celled  growth  passing  into  caseation.  {Case 
27,  Overall,  p.  196  ; and  Col.  PI.  X.  7-10.  See  also  XL.  9,  and  XLllI.  3.) — a a,  centre  of  nodule, 
in  which  the  reticulated  structure  is  still  apparent,  but  the  cell-formation  has  become  almost 
entirely  granular,  h' , a portion  where  this  reticulum  is  seen  to  he  in  part  composed  of  fusiform  fibres 
like  XL.  9.  (The  line  from  h'  has  been  carried  too  far  into  the  figure.)  h h,  denser  fibre-bands 
surrounding  the  mass,  which  at  dd  pass  into  broader  bands  of  fibres,  cc,  small-celled  growth 
mingled  with  the  fibre-formation.  e e,  alveoli  containing  mingled  epithelial  and  small-celled 
growth.  {Chromic  acid  prep. ; stained  carmine,  x 100  diam.) 

Eef.—Phthisis,  pp.  97,  99,  102,  116  (2), 


Fig.  6. — From  same  preparation  as  foregoing,  showing  the  reticular  nuclear  growth  which 
forms  large  tracts  of  this  lung.  {Chromic  acid  prep. ; stained  carmine,  x 460  diam.) 

Eef. — Phthisis,  pp.  94,  96,  117, 

Fig.  7. — Indurating  and  caseating  tuberculisation.  {Case  10,  Unwin,  p.  170.) — a,  a nodule 
completely  caseous,  surrounded  by  a zone  of  fibroid  growth  mingled  with  small-celled  growth,  h h, 
deeply  pigmented.  Total  diameter  of  nodule,  including  this  zone,  -gP-  inch.  Diameter  of  caseous 
area  -,1^  inch,  c c,  nodules  composed  almost  entirely  of  small-celled  growth,  disposed  in  part  in 
rows,  but  in  part  densely  massed,  d.  d,  area  of  small-celled  infiltration  mingled  with  fusiform 
fibres,  showing  in  places  traces  of  alveolar  origin,  e e,  pigmented  giant-cells.  /,  alveolar  tissue, 
with  thickening  of  the  walls  with  small-celled  growth,  r/p,  remains  of  capillaries.  {Chromic  add 
prep.;  stained  ddutide  of  palladmm.  x 230  diam.;  •reduced.) 

Eef. — Phthisis,  pp.  84,  96,  97,  108,  115,  116. 

PLATE  XL. 

Indurating  and  Caseating  Tuberculosis. 

Figs.  1 to  6.  —Indurating  tuberculosis.  {Case  26,  Heath,  p.  194,  and  Col.  PI.  X.  5 and  6 ; also 
XLJI.  5.) 

Fig.  1. — Early  stage  of  nodule  formed  by  peri-alveolar  small-celled  growth  with  intra-alveolar 
epithelial  proliferation. — a a a,  central  portion  where  growth  is  most  dense,  h h,  fibroid  zone  sur- 
rounding this,  c c,  alveoli  beyond  filu’oid  zone,  ii>  the  walls  of  which  small-celled  growth  is  also 
taking  place,  d d,  bronchioles  similarly  surrounded,  e e,  areas  where  small-celled  growth  is  becoming 
uniform.  /,  mass  of  pigment,  probably  a giant-cell.  {Chromic  acid  prep. ; stained  carmine,  x 460 
diam.,  •reduced.)  r 

Eef.— Phthisis,  pp.  95,  98,  108,  113,  115  (2),  116,  117  (2),  119. 

Fig.  2.— From  same.  Diffuse  area  of’  mingled  small-celled  and  fibroid  growth  invading  the 
pulmonary  tissue. — a,  central  portion  where  small-celled  growth  is  most  dense,  and  where  some 
caseation  was  appearing,  h b c,  remains  of  alveoli  containing  epithelial  cells,  their  walls  thickened 
as  above,  d d,  small-celled  growth,  extending  diffusely  at  periphery,  e e,  alveoli  whose  walls  are 
thickened  with  small-celled  growth.  {Chronic  acid  prep  ; stained  carmine,  x 250  diam.) 

Eef.— Phthisia,  pp.  95,  98,  108,  115  -117  (2),  121. 
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Fig.  3. — From  same.  Nodule  formed  from  perialveolar  thickening,  caseating  in  Centre. — a, 
central  caseous  mass,  still  showing  outlines  of  alveolar  structure,  hh,  zone  of  fibroid  induration 
surrounding  this,  ccc,  section  of  bronchioles  or  alveoli  whose  epithelium  has  become  ‘cuboid’ 
(Charcot),  or  quasi-cylindrical  (rudimentary  foetal  form — Zenker),  d,  group  of  alveoli  whose  walls 
are  becoming  invaded  by  fibroid  change,  e e,  obliteration  of  pulmonary  tissue  by  dense  small-celled 
infiltration.  {Chromic  acid  prep. ; stained,  carmine,  x 250  diam.) 

Eef. — Phthisis,  pp.  98  (2),  108,  116  (2). 

Fig.  4. — From  same.  Destructive  pneumonia,  caused  by  acute  caseation  of  tracts  like  figs.  1 
and  2.  The  terminal  bronchioles  and  alveoli  retain  their  form,  hut  are  replaced  by  a granular 
fibrillated  structure  and  are  surrounded  by  a similar  structure.  The  whole  constitutes  a lobule  of 
caseation  surrounded  by  interlobular  tissue,  c c. — a a,  a group  of  alveoli,  showing  traces  of  cell- 
structure.  h h,  terminal  alveoli  and  bronchioles,  presenting  only  fibrillated  granular  character. 
c c c,  zone  of  peri-lobular  thickening.  (Chromic  acid  prep.  ; stained  osmic  acid,  x 100  diam.) 

Eef. — Phthisis,  pp.  98,  116  (2),  118. 


Fig.  5. — From  same.  Aportion  from  a,  fig.  4,  x 460  diam.,  showing  cells  imbedded  in  a reiiciilum. 

Eef. — Phthisis,  p.  116. 


Fig.  6.^ — -From  same.  Early  stage  of  invasion  of  alveolar  walls  by  nuclear  growth.  The 
epithelium  has  almost  disappeared,  hut  traces  are  remaining,  a a,  and  in  some  parts  these  are  much 
pigmented,  c c.  The  nuclear  growth  in  places  follows  the  lines  of  the  capillaries,  h h.  The  nuclei 
are  sometimes  round,  as  at  e,  but  very  commonly  fusiform.  (Chromic  acid  prep. ; stained  carmine. 
X 700  diam.) 

Eef.— Phthisis,  pp.  95,  98,  103,  114  (2),  115  (2),  116,  118,  119. 


Fig.  7. — From  mass  of  indurating  tubercle.  (Case  36,  Mears,  and  Col.  PI.  XIX.  also  XXXIII. 
4,  and  XLII.  3,  4.)  Eepresents  commencement  of  small-celled  growth  in  floor  of  an  alveolus,  by 
enlargement  of  the  nuclei  of  the  capillaries. — a,  side  wall  of  alveolus,  thickened  by  small-celled 
growth,  h,  enlarged  nuclei  of  capillaries.  (Chromic  acid  j^rej). ; stained  carmine,  x 460  diam.) 

Eef. — Phthisis,  pp.  97,  103,  114. 


Fig.  8. — A similar  preparation  to  foregoing,  from  a similar  case. — a a,  thickened  walls  of  alveolus. 
h,  lines  of  capillaries  with  nuclear  growth,  a',  remains  of  elastic  fibres.  (Chromic  acid  p>rep. ; 
stained  carmine,  x 460  diam.) 

Eef. — Phthisis,  pp.  97,  103. 

Fig.  9. — (From  Case  27,  Ocerall.  See  p.  196  and  Col.  PL  X.,  7-10,  also  XXXIX.  5 and  6,  and 
XLIII.  3.)  Shows  the  nuclear  growth  in  the  lines  of  the  capillaries  proceeding  to  a more  advanced 
stage  than  in  figs.  7 and  8.  (Chromic  acid  prep. ; stained  carmine,  x 460  diam.) 

Eef. — Phthisis,  pp.  97,  116,  118. 


Fig.  10. — (From  Case  3i , Lacli,  p.  205  and  Col.  PI.  XVII.  1 and  3.)  Early  stage  of  formation  of 
a lobular  nodule  of  epithelial  proliferation,  mingled  with  small-celled  growdh. — a,  small-celled 
growth,  h,  pigmented  epithelium  mingled  with  small-celled  growth,  c,  commencing  giant-cell. 
(The  line  from  c has  been  carried  too  far.)  Chromic  acid  prep. ; stained  carmine,  x 460  diam.  reduced.) 


Eef. — Phthisis,  pp.  96,  116. 
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PLATE  XLI. 

Indurating  Tuberculosis. 

Figs.  1-4. — Case  30,  Carr,  p.  203,  and  Col.  PI.  XYL,  also  XXXIII.  7 and  8. 

Fig.  1. — A group  of  indurated  nodules,  a a a,  composed  of  broad  bands  of  fibres,  nearly  homo- 
geneous, but  having  lacunae  and  spaces  in  their  interstices,  occupied  in  some  instances  by  the 
remains  of  cells.  Each  nodule  is  more  or  less  distinctly  mapped  out  by  a circular  arrangement  of 
fibres  around  it.  h h h,  pulmonary  tissue  consisting  of  broad  bands  of  filire,  somewhat  filnfillated, 
with  small-celled  growth  imbedded  in  the  interstices,  which  when  more  highly  magnified  presents 
the  appearance  seen  in  fig.  2,  and  also  in  fig.  3.  c,  such  areas  in  which  caseation  is  commencing. 
<I  d,  alveolar  tissue  partly  broken  down,  where  degenerated  and  pigmented  epithelial  cells  are  seen 
in  places,  e,  an  artery,  with  fibroid  thickening  surrounding  it.  e' , thickened  interlohular  sejitum. 
{Chromic  acid  I'trcp.;  stained’  carmine.  x 150  diam.) 

Eef. — Chronic  Pneumonia,  p.  47  ; Phthisis,  pp.  97,  1'22 ; Syphilitic  Disease,  p.  132. 


Fig.  2. — From  same.  A small  lobule  undergoing  fibroid  transformation.  It  was  completely 
surrounded  by  almost  homogeneous  sclerotic  nodules  like  those  seen  in  fig.  1.  The  induration  is 
seen  to  he  proceeding  by  the  thickening  of  a reticulum,  a a,  c c,  wdiich  in  part  has  its  origin  from  the 
capillaries,  and  in  the  meshes  of  which  round  and  ovoid  nuclei  are  imbedded.  At  h this  reticulum 
is  seen  to  thicken  into  broader  bands.  At  e are  some  remains  of  epithelium.  At,/i  towards  the 
centre,  is  some  caseous  change.  {Clmnnic  acid  prep.;  stained  chloride  of  palladium.  x 700  diam.) 

Ref. — Phthisis,  pp.  97,  99,  116. 

Fig.  3. — From  same.  A nodule  of  induration  in  process  of  formation,  and  partially  caseous  in 
centre. — a a,  almost  homogeneous  sclerotic  fibrous  tissue.  l>,  an  area  occupied  by  granular  matter, 
and  a few  pigmented  epithelial  cells,  c c e,  remains  of  alveolar  structure  containing  a few  epithelial 
cells,  luit  almost  entirely  occupied  by  dense  small-celled  growth,  d d,  zone  of  thickening  filnoid 
perilobular  tissue.  {Chromic  acid  prep.  ; stained  chloride  of  pndladinm.  x 100  diam.) 

Ref — Phthisis,  pp.  97,  99,  116. 


Fig.  4. — From  e of  fig.  3 magnified  700  diam.  Shows  a small  alveolar  passage  diminished  by 
the  thickening  of  its  w'alls  by  small-celled  growth,  and  still  containing  large  epithelial  cells. 


Fig.  5. — From  C(tse  35,  Roherts,  p.  212,  and  Col.  PI.  XVIII.  1 and  2,  also  XXXII.  10,  and  XXXIII. 
0 and  11.  A nodule  of  induration,  the  centre  almost  entirely  and  homogeneously  sclerotic,  but 
traversed  by  fine  lacunte,  a,  some  of  wdiich  are  pigmented,  and  also  liy  capillaries,  h.  Some  fusi- 
form cells,  c,  are  seen  among  these.  Masses  of  pigment,  d,  are  also  present,  and  the  wdiole  is 
sui'rounded  by  thickened  fibroid  tissue.  At  one  spot,/’,  beyond  this  fibroid  tissue,  is  a dense  small- 
celled  growth,  which,  in  the  preparation,  extended  for  a considerable  distance  into  the  surrounding 
tissue.  {Chroviic  acid  prep.  ; stained  cldoride  of  palladium,  x 460  diam.  reduced.) 

Ref — Phthisis,  pp.  96,  99,  116  (2). 

Fig.  6. — From  Case  34,  Cox,  p.  210,  and  Col.  PI.  XVIII.  3 and  4.  A nodule  of  small-celled 
reticulated  growth,  h h,  with  caseation  in  centre,  a,  commencing  in  centre  of  alveolus.  (Chromic  arid 
prep.  ; stained  carmine.  x 460  diam.) 

Ref — Phthisis,  pp.  67,  85,  97,  113,  115,  116,  118. 
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Fig.  7. — From  Case  33,  Copinn,  p.  208,  and  Col.  PL  XVII.  3,  also  XLIII.  1 and  2.  Shows  the 
process  of  fibroid  induration,  cd,  proceeding  in  a diffuse  form  in  the  midst  of  a small-celled  growth,  a h, 
in  the  alyeolar  walls.  {Chromic  acid  prep.;  stained  carmine,  x 460  diam.) 

Ref. — Phthisis,  pp.  97,  116,  1'21. 


PLATE  XLII. 

Indueating  Tuberculosis.  Tubercle  of  Bronchi  and  Vessels. 

Fig.  1. — From  Case  32,  Attic ood,  p.  207.  Diffuse  small-celled  infiltration  of  alveolar  walls, 
passing  into  fibroid  induration. — a a,  walls  of  alveoli  thickened  by  a small-celled  growth,  reticulated. 
e,  f f,  reticulum  is  seen  thickening  and  passing  into  broader  bands  of  fibre,  which,  h,  g,  contain  in  their 
meshes  groups  of  cells  which  gradually  disappear,  c c,  alveoli  included  in  the  thickening  fibre- 
tissue,  the  epithelium  replaced  by  a small-celled  growth,  in  which  a gradual  thickening  of  the 
reticulum  is  advancing,  d d,  sections  of  bronchioles,  h,  section  of  an  artery  passing  into  the 
same  fibroid  induration.  {Spirit  p)rep.  ; stained  carmine.  x 460  diam.  reduced.) 

Ref. — Phthisis,  p.  121. 

Fig.  2. — From  a small-celled  nodule  in  a case  of  indurating  tuberculosis  in  a child.  Show's  in- 
duration proceeding  from  the  peri-lobular  zone  into  the  nodule. — a,  small-celled  growth,  h,  a group 
of  cells  (giant-cell  ? ) c c,  thickened  bands  of  reticulum  advancing  into  the  nodule,  e,  peri- 
lobular tissue,  d,  groups  of  nuclei  enclosed  between  bands  of  fibres.  {Chromic  acid  prep. ; stained 
carmine.  x 700  diam.) 

Ref. — Phthisis,  pp.  85,  96  ; Syphilitic  Disease,  p.  132. 

Fig.  3. — Perivascular  thickening  with  small-celled  growth.  (From  Case  36,  Meats,  p.  213,  and 
Col.  PI.  XIX.  1 and  2,  also  XXXIII.  4 and  XL.  7.) — a,  outer  wall  of  arterial  sheath,  b,  coagulum.  c, 
small-celled  growth  external  to  circular  fibres,  e,  growth  extending  into  adjacent  pulmonary  tissue. 
Beyond  d,  this  growth  became  much  more  dense.  {Chromic  acid  prep. ; stained  carmine,  x 100  diam.) 

Ref. — Phthisis,  p.  102. 

Fig.  4. — From  same  series  as  foregoing  figure.  Transverse  section  of  an  artery,  showing 
small-celled  growth  invading  the  whole  thickness  of  the  wall.  {Chromic  acid  prep. ; stained'  carmine. 
X 460  diam.) 

Ref. — Phthisis,  p.  102. 

Fig.  5. — Section  of  a bronchus  with  small-celled  growth  invading  wall.  (From  Case  28,  Smith, 
p.  109,  and  Col.  PI.  XIII.  1 and  2 ; also  XXXII.  7,  8,  XXXIII.  1,  3,  and  10,  and  XXXV.  4-6.) — a,  circular 
filires.  b h c,  small-celled  growth.  {Chromic  acid  prep. ; stained  cl di> ride  of  pailadinm.  x 460  dium.) 

Ref.—  Phthisis,  p.  100. 

Fig.  6. — Chronic  phthisis ; fibroid  induration  of  lung.  (From  Case  3,  Jlaickins,  p.  159,  and 
Col.  PI.  IV.  1 ; also  XLIII.  4.) — a a a,  alveoli  containing  epithelial  and  pyoid  cells.  These  latter 
are  mostly  of  the  type  of  those  seen  in  XXV.  3,  5,  7,  and  9 h.  b b,  alveoli  much  diminished  in 
size  by  fibroid  thickening  of  their  walls,  cc,  partial  obliteration  of  alveoli  by  fibroid  growth,  d d, 
extending  fibroid  growth.  (Chromic  acid  prep.  ; stained  carmine,  x 100  diam.) 

Ref. — Phthisis,  p.  122  ; Syphilitic  Disease,  p.  126. 

Fig.  7. — Indurating  tuberculosis.  (Case  29,  Broicn,  see  ji.  201,  and  Col.  PL  XV.,  also  XLIII.  6.) 
— a a a,  vessels  with  walls  greatly  thickened  by  a glistening,  almost  homogeneous,  Bbroid  material. 
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h h b,  sections  of  bronchi  and  bronchioles,  whose  walls  are  similarly  thickened,  c c c,  remains  of 
alveolar  structure,  but  replaced  by  small-celled  growth  imbedded  in  a thickened  reticulum  of  fibre- 
formation.  d d,  bands  of  broad  fibres  extending  from  tbe  thickened  bronchial  walls,  e,  similar  band. 
f,  obliteration  of  pulmonary  tissue  by  fibre- growdli  enclosing  nuclei  in  its  meshes.  {Chromic  acid 
prep.;  stained  carmine,  x 460  diam.  reduced.) 

Eef. — Phthisis,  p.  122;  Syphilitic  Disease,  p.  128. 


PLATE  XLIII. 

Indubating  and  Caseating  Tubebculosis. — Tubercle  of  Bronchus  and  of  Alveolae  Walls. 

Fig.  1. — Indurated  pigmented  tuberculosis.  (From  Case  33,  Coppin,  p.  208,  and  Col.  PI.  XVII. 
2,  and  4 ; also  XLI.  7.)  A group  of  alveoli  almost  entirely  converted  into  fibroid  tissue,  but  still 
showing  alveolar  shape  by  arrangement  of  fibres  in  whorls. — a a a,  alveoli,  fibroid,  deeply  pigmented, 
the  pigment  assuming  irregular  stellate  and  fusiform  shapes  indicating  its  original  site  to  have 
been  in  cells  or  nuclei,  h,  a similar  alveolus  with  dense  mass  of  such  pigment  in  its  centre  (a 
giant-cell  ?).  c,  an  alveolus  almost  entirely  fibroid,  d d,  remains  of  vessels,  e e,  tracts  where  small- 
celled  growth  is  pigmented.  {Chromic  acid  prep. ; stained  osniic  acid,,  x 250  diam.) 

Ref. — Phthisis,  pp.  85,  96,  97. 


Fig.  2. — From  same  as  foregoing.  Portion  of  a tract  of  fibroid  induration  occurring  in 
an  area  of  ‘pneumonic’  infiltration. — a a a,  broad-banded  fibres  extending  between  adjacent 
alveoli,  h h,  reticulum  of  thickening  fibres  continuous  with  the  broader  bands,  and  giving  off 
smaller  fibres  among  which  round  cells  are  imbedded,  cc,  some  of  these  round  cells  wdiich  are  large 
and  nucleated,  d,  a denser  reticulum  gradually  thickening.  {Chromic  acid  prep,  x 460  diam.) 

Eef. — Phthisis,  pp.  85,  96,  121. 


Fig.  3. — Indurating  tuberculosis.  (From  Case  27,  Overall,  p.  196,  and  Col.  PI.  X.  7-10 ; also 
XXXIX.  5 and  6,  and  XL.  9 ) — Eepresents  a lobular  mass  of  induration,  which,  on  division,  resembled, 
to  the  naked  eye  and  also  with  low  magnifying  power,  a section  of  a thickened  occluded  bronchus, 
especially  from  its  elongated  form.  On  close  analysis,  especially  of  sections  at  different  depths, 
it  is  seen  to  have  everywhere  an  alveolar  structure,  the  alveoli  being  invaded  by  fibroid  tissue 
and  in  some  places  undergoing  subsequent  caseation. — a,  group  of  alveoli,  the  fibroid  walls  of 
which  persist  in  the  midst  of  the  caseating  mass,  while  at  the  margins  caseation  is  proceeding 
in  the  zone  of  fibroid  tissue  which  surrounds  this  area,  h,  an  alveolus  with  contents  entirely 
caseous,  c,  another  where  traces  of  fibroid  tissue  persist  amidst  the  caseation,  d,  an  alveolus, 
partly  fibroid,  partly  caseating.  e,  a tract  where  alveoli,  partly  w'ith  epithelial,  partly  with  caseous 
contents,  show  also  an  increase  of  fibroid  tissue.  //  //,  small  caseous  masses  left  in  the  midst  of 
filiroid  areas,  h,  a tract  where  the  fibroid  tissue  is  fusing  into  a homogeneous  sclerotic  area,  fh  h, 
two  alveolar  passages  (?)  undergoing  fibroid  change.  I,  an  alveolus  containing  large  epithelial  cells. 
/»  )ii  in,  thickened  walls  of  alveolar  tissue.  Chromic  acid  prep. ; stained,  carmine,  x 100  diuin. 

Ref. — Phthisis,  p.  98. 


Fig.  4. — (From  Case  3,  Jlaivlcins,  p.  159,  and  Col.  PI.  IV.  1 ; also  XLII.  6.) — Shows  a small- 
celled  growth  in  the  alveolar  wall,  closely  resembling  the  nodular  form  assumed  by  miliary  tubercle 
in  the  sheaths  of  the  cerebral  arteries. — a h,  two  nodular  masses  of  this  character.  The  fibres  of  the 
wall  can  lie  seen  among  the  cells,  c,  a tract  intervening  and  only  partially  invaded ; a few  Idood-cor- 
puscles  are  seen  in  the  capillaries.  {Chromic  acid  prep.  ; stained  chloride  of  palladium,  x 460  diam.) 


Ref. — Phthisis,  p.  67. 
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Fig,  5. — A nodule  of  caseation.  (Case  26,  Heath,  p.  194,  and  Col.  PI.  X.  5 and  6,  also  XL. 
1-6.)  The  nodule  represents  a terminal  lobule,  consisting  of  numerous  alveoli,  and  surrounded  by  an 
interlobular  septum.  The  structure  is  converted  into  a finely  granular  fibrillated  material,  here 
and  there  deeply  pigmented.  At  a,  beyond  the  septum,  is  another  alveolus  undergoing  similar 
changes.  (ChroDiic  acid  prep. ; stained,  chloride  of  paUtuUani.  x 80  diam.) 

Ref. — Phthisis,  pp.  94,  98,  114-117. 

Fig.  6. — Tubercle  invading  wall  of  bronchus.  (Case  5,  Broirn,  p.  161,  and  Col.  PL  V.  5,  also 
XXXV.  7.)  The  epithelium  has  disappeared,  and  a nodular  granulation  is  projecting  into  the  interior. 
(C'hroniir  acid  jrrej).  x 100  diam.) 

Ref. — Phthisis,  p.  100  (2). 


PLATE  XLIV. 

Pulmonary  Disease  from  Inhalation  of  Dust,  ‘ Pneumokoniosis.’ 

]3rown  Induration  of  Lung  in  Heart  Disease. 

Fig.  1. — Flax-dresser’s  lung.  (From  Dr.  Headlani  Greenhow,  Trans.  Path.  Soc.  vol,  xx,  1887, 
Pi.  III.  fig.  7.  See  Case  4/ , p.  ‘219.)  Cells  containing  black  pigment  from  the  bronchial  tubes:  round 
granular  cells,  and  ciliated  columnar  cells.  ( x ‘200  diam.) 

Fig.  2.— The  same.  (From  Dr.  Headlani  Greenhow,  ihid.  PI.  HI.  fig.  6.)  Section  showing  a small 
lironchiole  surrounded  by  masses  of  black  pigment, — a a,  adjacent  alveoli  with  thickened  walls  and 
granular  cells.  ( x 30  diam.) 

Ref. — Disease  from  Inhalation  of  Dust.  p.  54  ; Collapse,  p.  57. 

Fig.  3. — Collier’s  lung.  (From  Dr.  Headlani  Greenhow,  ihid.  See  Case  30,  p.  218,  and  Col.  PI, 
XXII.  2.)  The  figure  represents  a section  taken  from  the  upper  lol)e,  at  a part  adjoining  condensed 
tissue.  The  walls  of  the  air-vesicles  are  thickened  and  contain  a deposit  of  amorphous  black  pigment. 
( X 200  diam.) 

Fig.  4. — Section  of  copper-miner’s  lung.  (From  Dr.  Headlani  Greenhow,  ihid. ; PI.  HI.  fig.  4 ; 
also  Case  40,  p.  219.)  On  the  left  is  seen  the  thickened  pleura,  with  deposits  of  amorphous  black 
pigment  in  the  subserous  tissue,  and  above,  jiart  of  a projecting  nodule,  filled  with  black  pigment. 
( X 40  diam.) 

Fig.  5.— a nodule  in  a potter's  lung.  (Case  38,  Barlow,  p.  216,  and  Col.  PI.  XXII.  1.)  A 
pigmented  nodule  of  induration,  consisting  of  a fibroid  loI)iile, — a,  mass  of  pigmented  fibroid 
tissue,  showing  by  its  conformation,  and  the  markings  in  its  interior,  traces  of  pulmonary 
structure.  With  a higher  power,  remains  of  epithelial  and  small-celled  growth,  undergoing  granular 
disintegration,  can  be  seen  throughout  it.  F,  zone  of  thickened  perilobular  tissue,  hd,  similar 
changes  to  tha,t  seen  in  the  lobule,  but  occurring  in  the  adjacent  pulmonary  tissue.  (Spirit  prep.  ; 
(jlpcerine.  x 70  diam.) 

Fig.  6. — From  same.  A nodule  of  induration  almost  entirely  fibroid.  The  broad  bands  of 
fibres,  h,  of  wbich  it  is  composed,  embrace  ovoid  and  round  spaces,  filled  with  black  matter,  which 
in  places  shows  traces  of  having  been  contained  in  cells  and  gl'oups  of  cells  similar  to  those  seen 
in  XLH.  2. — a,  a vessel  with  thickened  wall.  (Compare  XLH.  7.)  [Spirit  prep.;  stained  carmine  ; 
dammar,  x 460  diam.) 
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Fig.  7. — From  same.  Infiltration  of  pulmonary  tissue  with  small-celled  growth,  which  is 
deeply  pigmented  at  «,  and  free  from  pigment  at  b.  (Sjtirit  prep. ; (jlycerine.  x 400  (Hum.) 

lief. — CoUapse,  p.  57. 


Figs.  8 and  9. — From  Zenker’s  drawing  of  ‘ siderosis,’  or  oxide  of  iron  in  the  lung.  {Case  42, 
p.  ‘220,  from  the  Deutsch.  ArcJdv  kiln.  Med.  Bd.  xi.) 

Fig.  8. — The  pulmonary  alveoli  are  thickened  and  partly  filled  with  granules  of  oxide  of  iron. 
Some  of  the  alveoli  are  greatly  narrowed.  The  capillaries,  where  visible,  are  free  from  granules. 
( X 100  diaiii.) 

Fig.  9.— Cells  from  the  alveoli  of  the  same  lung,  containing  granules  of  iron.  Two  cells  show  a 
nucleus  and  only  a few  iron  granules;  others  are  filled  with  the  granules,  and  the  nucleus  obliterated, 
or  only  seen  as  a bright  yellow  spot.  ( x 800  diavi.) 


Figs.  10  and  11. — Brown  induration  of  lung  in  heart-disease.  {Case  43,  IF.  Thomas,  p.  222, 
and  Col.  PL  XXII.  8,  4.) 


Ref. — Brown  Induration,  p.  5‘2  (2). 


Fig.  10. — Walls  of  alveoli,  thickened  with  fine  fibrillated  tissue;  their  capillaries,  u,  greatly 
distended,  h h,  pigmented  nuclei  in  walls  of  alveoli,  r,  epithelium  filled  with  pigment,  d d, 
enlarged  epithelial  cells  with  multiple  nuclei,  filled  with  colouring  matter  of  Idood.  ( x 4G0 
iam.) 


Fig.  11. — From  same. — Alveoli  occupied  by  enlarged  epithelial  cells  filled  with  Idack  pigment. 
( X 400  (Hum.) 


PLATE  XLY. 

Cancer  of  Lung. 

Figs.  1-8. — Cancerous  infiltration  of  perivascular  sheaths.  (Case  45,  Parsons,  p.  224,  and 
Col.  PI.  XXII.  5.) 

Ref. — Cancer,  p.  1:55. 

Fig.  1. — -Infiltration  of  sheath  of  small  artery.— a,  the  intima  intact.  //,  infiltration  of  remain- 
der of  coats,  c,  extension  to  pulmonary  tissue.  (Chromic  acid  prep.;  stained  (ddoride  of  palladium, 
X 70  diam.) 

Fig.  2. — A portion  of  foregoing  x 700  diam.  — a,  outer  portion  of  intima.  i>,  cancer-cells 
growing  externally. 

Fig.  8.— From  same.  A single  nodule  of  cancer,  a,  growing  in  the  sheath  of  an  artery  and 
extending,  at  h,  along  the  wall.  {Chromic  acid  prep.;  stained  ddoride  of  jxdladiam,  x 100  diam.) 

Figs,  d-lL—Cancerous  infiltration  of  the  lung.  {Ca.se  46,  p.  225,  and  Col.  PL  XXII.  0.) 

Ref, — Cancer,  p.  l:-55. 

Fig.  4. — Infiltration  of  alveolar  wall  wuth  cancer-growth,  of  which  the  cells,  Ly  nniltiplication. 
have  l)econie  small  (small-celled  sarcoma '? ),  amd  the  growth  closely  resembles  a tuLercular  in- 
liltration.  — a,  round  cells.  5,  fusiform  cells,  r/,  vessels.  {Chromic  acid  prep.;  stained  ddoride  of 
pull'idiam.  X 400  diam.) 

Fig.  5, — From  same.  Shows  the  mode  of  growTh  of  the  cancer-inliltration  in  the  wall  of  the 
alve  du.s  te  Ite  from  the  nuclei  of  the  capillaries. — a,  mass  of  cancer’-growth  passing  from  fusiform 
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to  round  eellj3.  he,  growth  of  nuclei  of  capillaries,  d,  fusiform  cells.  {Chromic  add  prep. ; stained 
carmine,  x 4:0)0  di am.)  , 

Fict.  G. — From  same.  Exhibits  similar  changes  to  foregoing.— u c,  round  nucleated  cells  among  ■ 

the  small  round  and  fusiform  cells,  i>.  ( x 46Q  diam.)  ' ; 

Fig.  7. — From  another  case  of  cancerous  infiltration.  Stows  the  mingling  of  large  epithelial- 
like  cells,  a,  with  small  round  cells,  h. 

Ref. — Cancer,  p.  135. 

Figs.  8-12. — Coltnnnar  epithelioma  of  lunrj.  {Case  47,  Leather,  ji.  225,  and  Col.  PI.  XXIV.  3 | 

and  4.  I 

Fig.  8. — Filling  of  alveolar  tissue  wdth  villous  growth  having  glandular  type. — ad>,  alveoli  densely  3 

liacked  with  villous  growth,  c,  portions  where  this  appears  ro  assume  the  form  of  crypts,  d,  | 

portions  where  the  villous  character  is  distinct,  e e e,  similar  growth  in  the  lymphatics  of  a septum. 
{Chromic  acid  prep. stained  carmine,  x 100  diam.)  | 

Ref. — Cancer,  p.  137.  ^ ; 

Fig.  9. — From  same.  Shows  the  growth  occurring  in  a bronchiole. — a a,  villous  growth.  5,  , 

secretion,  mingled  with  cell-deliris,  in  the  centre.  {Chromic  acid  prep. ; stained  carmine,  x 100  S 

diam.)  ^ 

Fig.  10. — From  same.  Shows  the  earlier  stages  of  the  villous  growth  in  adjacent  alveoli. — a a,  k' 

alveoli  filled  with  the  products  of  epithelial  proliferation,  h h,  cells  becoming  larger,  rounded,  and  in  i 

several  instances  containing  two  nuclei,  d d,  further  stages  of  same,  and  which  at  / form  a mass, 
almost  suggesting  a ‘ nest.’  e,  commencing  change  of  epithelium  to  the  columnar  type,  g,  infil-  ^ 

tration  of  some  cells,  of  similar  character,  among  the  fibres  of  the  alveolar  walls.  {Chromic  acid  ^ 

prep. ; stained  carmine,  x 700  diam.)  ? 

Fig.  11. — From  same.  Shows  the  structure  of  a single  villus  with  its  columnar  epithelium  fully  y 
formed  ( x 700  diam.) 

Fig.  12. — Shows  the  mode  of  growth  of  the  villous  formation  from  the  alveolar  wall.  ( x 700 
diam.) 
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Danisch.  Art.  pirod.  tubercle,  139 
Darollcs.  Acute  mterstitial  2'>neum.,  44 
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Hutchinson,  Jonathan.  Syph.  dis.,  133 
Huxham.  Chronic  pneum.,  45 
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Isambert.  Brown  induration,  52 
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Johne.  Art.  prod,  tubercle,  139,  142,  155 
Jolken.  Chronic  pneum.,  51 
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phthisis,  93,  94 
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71,  72,  73,  74,  75,  77,  80,  82,  104,  106,  107,  120 
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51  ; dis.  inhal.  of  dust,  54  ; phthisis,  69,  70  ; syph. 
dis.,  123,  128,  129 

Langha.ns.  Phthisis,  66,  85,  86,  87,  88,  89,  90,91,  92,  93, 
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45,  46,  48,  50,  51  ; 2dithisis,  77,  78,  81,  82,  84,  85, 
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Liouville.  Acute  interstitial  pnemn.,43 
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Lombard.  Phthisis,  120 
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ABS 

Abscess  from  embolism,  61 

— fr’om  acute  pnemuonia,  50 

— in  catarrhal  pnemuonia,  30 

— pyaemic,  and  gangrene,  62 
Acini  of  lungs,  6 

Acute  tuberculosis,  granulations,  64 

— histology,  83 
Alveolar  granulations,  102 

— passages,  3 

— structure,  9 

Alveoli,  changes  in  grey  infiltration, 
106 

— structure,  9 
Aneurisms  in  cavities,  75 
Animals,  susceptibility  to  tubercle  of 

different,  144 

Aorta,  perforation  of,  by  cavity,  77 
Artery,  pulmonary,  perforation  of,  77 
Artificial  production  of  tubercle,  139 

— tubercirlosis,  relation  to  ordinary 
form,  156 

Asphyxia  from  softening  in  phthisis, 
73 


BEO — CAV 

Bronchi,  obstructed,  distinction  from 
tubercle,  81 

— glands,  in  disease  from  inhaled 
diist,  56 

— tubercle,  100 

Bronchial  tubes.  See  Bronchi 

Broncliial  obstruction,  causing  col- 
lapse, 57 

Bronchiectasis.  See  Bronchi,  dilata- 
tion of 

Bronchitis  and  hypostatic  pneumonia, 
41 

— collapse  from,  57 

— in  old  age,  36 

— putrid,  causing  induration,  50 

Broncho-pneumonia,  22 

— in  syphilis,  125 

— gangrene  in,  62 

— giant-cells  in,  91 

— see  also  Catarrhal  Pneumonia 

Brown  induration,  51 

histology,  52 


B.vcilli,  tubercle,  bovine  and  human, 
141 

characters,  143 

in  tissue-elements,  145 

specificity,  142 

Bacteria  in  catarrhal  pneumonia,  29 
Blood-vessels  of  hmgs,  11 

— relation  of  inoculated  tubercle  to, 
146 

- — in  cavities,  75 

Bovine  and  human  tubercle,  140 

Bronchi,  arrangement  of,  1 

— dilatation  of,  and  plemisy,  48 
and  pneumonia,  48 

in  catarrhal  pneumonia,  24 

in  fibroid  induration,  49,  72 

in  phthisis,  80 

mechanism,  49 

— in  catarrhal  pneumonia,  24,  29 

— in  phthisis,  calcification  of  con- 
tents, 82 

changes  in,  78 

in  mucous  membrane,  79 

contents,  81,  82 

contraction  and  obliteration, 

83 

dilatation,  80 

ulceration,  80 

— o^^ening  of  cavities  into,  74 

— relation  of  granulations  to,  99 

— - resemblance  of  nodules  to,  98 

— structure  of,  7 

— supposed  cretification  of  contents, 
77 

— tubercle  of,  79 


Calcareous  masses,  composition,  78 

exijectoration  of,  77 

Calcification  in  collapse,  58 

— of  caseous  matter,  77 

— of  gummata,  123 
Cancer  of  hmg,  133 

infiltrating,  134 

mode  of  growth,  135 

Capillaries,  obstruction  of,  a cause  of 

caseation,  96 
Carnisation,  25 

Caseating  nodules,  structure  of,  95 
Caseation,  diffuse,  117 

— due  to  obstruction  of  vessels,  96 

— histology,  104,  109 

— in  broncho-pneumonia,  32 

— mechanism.  111,  112 

— nature  of,  110 

— of  granulations,  113 

— of  gummata,  123,  131 

— of  inoculated  tubercle,  145 
Caseous  matter,  necrosis  of,  73 

softening  of,  120 

into  cavities,  73 

— pneumonia,  in  syphilis,  127 

Catarrhal  pneumonia,  22 
and  granulations,  103 

histology,  27 

of  various  forms,  32 

in  adults,  35 

I — ■ — use  of  term,  37,  38,  104 

I — — varieties,  33.  <See  also  Broncho- 
[ pneumonia 
! Cavities,  causes  of,  72 
I — changes  in,  74 
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ENC 

Cavities,  closed,  74 

— composite,  74 

— from  cancer,  138 

— from  gangrene,  61,  62 

— from  syphilitic  pneumonia,  125 

— in  disease  due  to  inhaled  dust,  56 

— in  phthisis,  72 

associated  with  induration. 

13 

—  changes  in  wall,  76 

; cicatrisation,  75,  76 

distinction  from  dilated 

bronchi,  80 

encapsuling  of,  75 

origin,  73 

—  ulceration  beyond  lung,  77 

vessels  in,  75 

Cells,  size  of,  in  grey  granulations, 
84 

Cicatrisation  of  cavities,  76 
Circulation,  arrest  of  in  caseation,  112 
Cirrhosis  of  lung,  45 
Coagulation-necrosis,  60,  111 
Collapse,  56 

— congenital,  57 

— from  bronchial  obstruction,  57 

— from  compression,  58 

— in  catarrhal  pneumonia,  25 

— induration  from,  48 

— with  bronchitis  iir  old  age,  37 
Confervoid  growths  in  cavities,  76 
Congestive  pneumonia,  39 
Colloid  cancer,  134 

Corpuscles,  source  of,  in  pneumonia, 
21 

Cretification  of  caseous  matter,  77 

— of  granulations,  78 

in  liver,  78.  See  also  Calcifica- 
tion 


Degenerative  processes  in  tuber- 
cle, 111 

Desquamative  pneumonia,  39 
Destructive  changes  in  phthisis,  109 
Diffuse  induration  in  syqihilis,  128 
Dilatation  of  bronchi.  See  Bronchi 
Diphtheria,  catarrhal  pneumonia  in,  32 
Dust,  disease  due  to  inhalation  of.  53 
relation  to  tubercle,  55 


Embolism,  58 

— a cause  of  gangrene,  61,  62 
of  abscess,  61 

— pneumonia  from,  60 
Emphysema  in  catarrhal  pneumo- 
nia, 26 

Empyema  and  fibroid  induration,  48 
Encephaloid  cancer,  134 
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Endarteritis  in  tubercle,  11‘2 
Engorgement,  stage  of,  in  pneumo- 
nia, 10 

Epidemic  pneumonia,  37 
Epitljelial  granulations,  93 
Epithelioma  of  lung,  135 

cylindrical,  137 

Epithelium,  cubical  in  granulations, 
93 

— of  alveoli,  9 

— of  bronchi,  7 
Excavation.  See  Cavities 
Experimental  pneirmonia,  21 

Eye,  growth  of  inoculated  tubercle 
in,  144 

Fatty  degeneration  in  tubercle,  110 
Fibroid  induration  and  bronchiecta- 
sis, 49 

from  collapse,  58 

from  inhalation  of  dust,  55 

from  syphilis,  129 

histology,  47 

in  phthisis,  71,  121 

pneumonic,  45 


Gangrene,  61 

— circmnscribed,  61 

— from  embolism,  62 

— from  syphilitic  pneumonia,  125 

— in  phthisis,  73,  78 

— tramnatic,  62 
Gelatinous  infiltration,  104 
origin,  105 

Giant-cells,  absence  in  acute  casea- 
tion, 114 

— changes  in,  91 

— description,  86 

— diverse  seats  of,  91 

— history,  85 

— in  artificial  tuberculosis  of  eye,  145 

— m bovine  tubercle,  141 

— in  gummata,  131 

— in  lungs  after  inoculation,  154 

— nuclei  of,  86 

— processes,  91 

— pseudo,  90 

— relation  to  tubercle,  91,  93 

— - theories  of  origin,  87 
Glands,  bronchial,  cretification,  78 

— lymi)hatic,  in  artificial  tuberculosis, 
149 

Glandular  cancer  of  lung,  137 

— nature  of  lungs,  1 
Granulations,  grey,  83 

caseation  of,  113 

changes  in,  64 

rarity  in  phthisis,  84 

— alveolar,  102 

— caseation  of  compound,  115 

— caseous,  94 

— strirctm’e,  95 

— containing  giant-cells,  85 

caseation  of,  113 

stnicture  of,  91 

— epithelial,  93 

— ■ — caseation  of,  113 

— - extravasation  into,  84 

— - in  artificial  tuberculosis,  152 

— indurated,  66,  70,  94,  96 

— in  phthisis,  94 
caseation,  114 

destructive  changes,  109 

interstitial,  104 
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Granulations  in  phthisis,  origin,  99 
seat,  99 

— larger  opaque  white,  65 

— soft  opaque  white,  65 

— soft  amorphoirs,  94 

— softening,  95 

into  cavities,  72 

structure,  83 

— yellow,  65 

caseation  of,  113 

Grey  granulations,  83 

— infiltration,  106 
Gummata  of  lung,  122 

— miliary,  124 

— structure,  129 


Hemorrhage  from  cavities,  175 

— in  embolism,  59 
Haemorrhagic  infarct,  58.  See  Em- 
bolism 

Hepatisation,  grey,  in  acute  pneu- 
monia, 17 

— ■ histology  of  transition,  22 

— red,  in  chronic  pneumonia,  46 
-in  phthisis,  66,  104 

in  acute  pneumonia,  16 

Hyaline  degeneration  of  tubercle, 
110 

of  vessels,  112 

Hypertrophy  of  lungs  in  heart-dis- 
ease, 51 

Hypostatic  pneumonia,  39 
microscopic  changes,  40 

Ichorous  pneumonia,  18 
Indurated  granulations,  96 
Indurated  nodules,  caseation,  116 

structure,  96,  97 

Induration  aroimd  old  cavities,  76 

— brown,  51 

— fibroid,  from  pneumonia,  45 

— fi'om  pleurisy,  47 

— of  granulations,  histology,  96 

— in  phthisis,  70 

diffuse,  histology,  121 

interstitial,  122 

— in  syjihilis,  diffuse,  128 

structure  of,  131 

— see  also  Fibroid 
Infarct,  exudative,  60 

— lifemorrhagic,  58.  See  Embol- 
ism 

[ — mflammation  m,  60 
I — white,  00 

' — resemblance  of  gummata  to,  124 
Infiltration,  cancerous,  134 
j — diffuse,  in  artificial  tuberculo- 
i sis,  154 

— in  syphilis,  125 

— in  phthisis,  06 

around  cavities,  74 

caseous,  67 

gelatinous,  08,  104 

grey,  07,  100 

mduration  of,  71 

■ — red,  60,  104 

histology  of,  104 

Intlanniiation,  syphilitic,  124 
Infundilnila  of  lung,  3 

— relation  of  tubercle  to,  103 
Inhalation  of  dust,  diseases  due  to, 

53 

Inhalation,  production  of  tubercle  liy, 
151 
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Inoculation,  a test  of  tubercle,  140 

— experiments,  144 

— of  tubercle,  subcutaneous,  147 
into  eye,  144 

into  peritoneum,  146 

Interstitial  granulations,  104 

— induration,  122 

— pneumonia,  acute,  42 

chronic,  44 

histology,  46 

Intestines,  affection  in  artificial  tuber- 
culosis, 154 

Iron-dust,  causing  lung-disease,  54 

Kidney,  affection  in  artificial  tuber- 
culosis, 156 


Liver,  in  artificial  tuberculosis,  155 
Lobular  pneumonia,  in  syphilis,  126 
Lobules  of  lungs,  6 
Lung,  in  artificial  tuberculosis,  153 
Lungs,  structure  of,  1 
Lymphatic  glands,  diseases  of,  and 
pneumonia,  43 

in  inoculated  tuberculosis,  149. 

See  also  Glands 
Lymphatics,  11 

— in  acute  interstitial  pneumonia, 

42 

— in  pneumonia,  22 

— in  syphilis,  129 

— obstruction  of,  causing  pneumonia. 

43 

— relation  of  inoculated  tubercle  to, 
146 


Measles  and  pneumonia  in  adults,  35 
Mediastinal  tmnours,  effects  on  lung, 
138 

Mediastinitis,  pneumonia  from.  43 
Micro-organisms  in  catarrhal  pneu- 
monia, 29 

— in  gangrene,  62 

— in  tubercle,  142 
Miliary  tubercles,  65 
Aliner’s  phthisis,  53 


Neck,  ulceration  of  cavities  into,  77 
I Necrosis  of  caseous  matter,  73 
Nodules,  caseous,  large,  116 
— conglomerate,  caseation  of,  115 
j — indurated,  96 

j caseation  of,  116 

I — — - in  syphilis,  124,  128 


Peribronchial  growths,  caseation  of, 
114 

in  artificial  tuberculosis,  152 

— infiltration,  99,  100 

— origin  of  tubercle,  99 
Peribronchitic  thickening,  in  jjlithisis, 

79 

Peribronchitis,  indurating,  99 

— purulent,  of  Luhl,  78 

— relation  to  syphilis,  123 
Peritoneum,  growth  of  inoculated 

tubercle  in,  146 

Perivascular  growths,  caseation  of, 
114 

— growth  of  inoculated  tubercle,  152 
Phthisis,  63 
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PHT 

Phthisis,  syphilitic,  132 
Pleura,  in  gangrene  from  embolism, 
G2 

— m induration,  71 

— perforation  of,  by  cavities,  77 

by  softening  granulations,  72 

Pleurisy,  coUapse  of  lung  from,  58 

— induration  from,  47 

— in  hypostatic  pneumonia,  41 
Pleurogenic  pnemnonia,  48 

Pleiu’o  - pneumonia  in  animals  and 
man,  43 

Pneumonia,  acute,  16 

becoming  chronic,  44 

— • — interstitial,  42 

microscopical  appearances,  18 

— caseous,  117 

— catarrhal,  22 

— congestive,  39 

— chronic,  44 

from  inhalation  of  dust,  54 

from  putrid  bronchitis,  50 

— ulceration,  50 

— - desquamative,  39,  69 

— epidemic,  37,  43 

— experunental,  35 
giant-cells  in,  91 

— from  embolism,  60 

— gangrene  from,  61 

— hypostatic,  39 

— in  collaiised  Imrg,  25 

— interstitial  chronic,  44 

— lobular,  22 

in  artificial  tuberculosis,  153 

— cedematosa,  18,  36 

— pleurogenic,  48 

— septic  interstitial,  43 

— serosa,  18,  36 

— syjihilitic,  124 

histology,  131 
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PNE — SYP 

Pneumonia,  syphilitic,  indinating, 
126 

Pneumothorax,  from  cavities,  77 

— fi-om  softenmg  of  yellow  granula- 
tions, 72 

Potter’s  phthisis,  54 
Pseudo-giant  cells,  90 
Pseudo-lobar  pneumonia,  24 
Puhnonarj’  ajioplexy,  59 

— artery,  perforation  of,  77 
Pythogenic  imeumonia,  37 

Eeticulum,  in  grey  granulations,  84 


SciEEHUS  cancer  of  hmg,  134 
Sequestra  in  gangrene,  62 
Small-ceUed  growth  in  infiltrations, 
106 

in  tubercle,  84,  103 

—  origin,  108 

Spleen,  affection  of,  m artificial  tuber- 
culosis, 150 
Splenisation,  25 

Spinal  canal,  perforation  of,  by  cavity, 
77 

Subcutaneous  inoculation  of  tubercle, 
147 

Suppuration  from  embolism,  61 

— gemnne,  in  phthisis,  119 

— of  gummata,  123 

— pseudo,  in  phthisis,  108,  119 
Sj’philis,  inherited,  induration  in.  129 

pneumonia  in,  125 

Syphilitic  disease,  122 

— histology,  131 

— growths,  122 

— indinations,  128 

— Iihthisis,  132 
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VIT 

Sjqrhilitic  pneumonia,  124 
Syphilomata,  122.  See  Gummata  •. 


Thoeax,  perforation  of  wall  by  cavity. 
77 

Tubercle,  artificial  production  of.  139 

— bacilli.  See  BaciUus 

— bovine  and  human,  140 

— distinction  of  gummata  from,  123 

— fibrous,  66 

— histology,  83 

— obsolescence  of,  66 

— of  bronchi,  100 

— micro-organisms  of,  142 

— relation  of  giant-cells  to,  91 

of  potter’s  phthisis  to, 55 

to  vessels,  101 

— distinction  from  distended  bronchi. 
81 

— miliary,  65 

See  also  ‘ Granulations  ’ 

Tubes,  bronchial.  See  Bronchi 
T}-phoid  fever,  pneumonia  in.  46 


Ulceeative  pneumonia,  chronic,  50 


Yaeiola,  catarrhal  pneumonia  in.  32 
Veins,  injection  of  tubercle  into,  148 
Vessels,  obhteration  of,  causing  case- 
ation, 112 

— relation  of  tubercle  to,  101 

— within  cavities,  75 

Vesicular  pneumonia,  22.  Sec  Ca- 
tarrhal 

Vitreoiis  degeneration  in  tubercle, 

no 


